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Continuing Medical Education
ARIZONA » CALIFORNIA, HAWAII, NEVADA * COLORADO * IDAHO * NEW MEXICO * UTAH * WASHINGTON * WYOMING

ARIZONA
The following list of continuing medical education programs

in Arizona is compiled by the Arizona Medical Association. All

courses listed have been certified as meeting the criteria for

Category I of the ArMA CME Certificate and the AMA Physi-

cians Recognition Award. To list Category I continuing med-
ical education programs, please send information to Arizona

Medical Association, 810 West Bethany Home Road,

Phoenix, AZ 8501 3; or phone (602) 246-8901

.

Brochures and registration forms are available from the con-

tact person or organization sponsoring the program.

February 7-1 1. 1999

—

International Congress XII on Endovascular Inter-

ventions. Contact: Erika Scott (602) 266-2200 or fax (602) 265-8885.

www.endovascularcongress.org

February 26-28, 1999

—

Coronary Heart Disease Update. Hilton Tapatio

Cliffs, Phoenix. AZ. CME 1 1 hrs Category I. Contact: Linda Main,

Meetings Coordinator. Medical Education Resources, 1500 West Canal

Court, Suite 500, Littleton, CO 80120-4569 (800)421-3756 FAX
(303)798-5731.

October 29-31. 1999

—

Neurology for the Non-neurologist. The Phoenician,

Scottsdale. AZ. CME 11 hrs Category I. Contact: Linda Main, Meetings

Coordinator, Medical Education Resources, 1500 West Canal Court, Suite

500. Littleton. CO 80120-4569 (800)421-3756 FAX (303)798-5731.

December 10-12, 1999

—

Managing Respiratory Disease. The Phoenician,

Scottsdale, AZ. CME 11 hrs Category I. Contact: Linda Main, Meetings

Coordinator, Medical Education Resources. 1500 West Canal Court. Suite

500, Littleton, CO 80120-4569 (800)421-3756 FAX (303)798-5731.

CONTACT INFORMATION

ArMA—Contact: Arizona Medical Association. 810 W Bethany Home Rd. Phoenix. AZ
85013. (602)246-8901.

Mayo Clinic-Scottsdale—Contact: Postgraduate Courses. Mayo Clinic-Scottsdale. (602)

301-7447.

U of A—Contact: University of Arizona College of Medicine. Arizona Health Sciences

Center, Tucson. AZ 85724. (520) 626-7832; (800) 328-5868.

CALIFORNIA, HAWAII, AND NEVADA
This listing of continuing education programs in California,

Hawaii, and Nevada is supplied by the Committee on

Continuing Medical Education of the California Medical As-

sociation. All courses and meetings listed have been

approved for Category I credit toward the CMA Certificate

in Continuing Medical Education. To have accredited

courses listed here, please send information at least two
months in advance to Paulette Richardson, Continuing

Medical Education, California Medical Association, PO Box

7690, San Francisco 94120-7690; or phone (415) 882-

3387. For more information on accreditation or certifica-

tion, please write to the above address.

ANESTHESIOLOGY

November 5-7, 1999

—

11th Annual Anesthesiology Update. Monterey
Plaza. Monterey, California. Fri-Sat. Contact (916) 734-5390.

CARDIOLOGY

January 18-22, 1999

—

The 30th Annual Cardiovascular Conference at

Snowmass. Sponsored by the American College of Cardiology. To be held

at Snowmass Conference Center, Snowmass, CO. 23 CME credits. Con-
tact: Registration Secretary, Extramural Programs Dept.. American College

of Cardiology, 9111 Old Georgetown Rd., Bethesda, MD 20814-1699.
Phone (800) 253-4636, ext.695 or Fax (301 ) 897-9745.

January 29-31, 1999

—

Clinical Nuclear Cardiology: Case Review With the

Experts. Cardiology Update 1998. American College of Cardiology at Los
Angeles. Thurs.-Sat. Contact: ACC Extramural Programs (800) 253-4636.

February 18-20, 1999

—

19th Annual Pathophysiology & Techniques of
Cardiopulmonary Bypass. San Diego Marriott Hotel & Marina. Spon-
sored by the Cardiothoracic Research &Education Forum. Contact: Aligned
Management Associates, Inc. PO. Box 23220, San Diego CA 92193 (619)
541-1444 or fax (619) 541-1447. www.amainc.com

Coronary Heart Disease Update—March 24-26, 1999-Maui, HI; July

30-August 1, 1999-Yosemite, CA; November 1 9-2 1 , 1 999-Las Vegas,

NV. CME 1 1 hrs Category I. Contact: Linda Main, Meetings Coordinator,

Medical Education Resources, 1500 West Canal Court, Suite 500,

Littleton, CO 80120-4569 (800)421-3756 FAX (303)798-5731.

DERMATOLOGY
January 14—17, 1999

—

Practical Dermatology for the Primary Care Physi-

cian, San Diego, CA. Sponsored by Continuing Medical Education Asso-
ciates. To be held at the Hyatt Regency, La Jolla, San Diego, CA. Method:
AV, L, SB. W. Thurs-Sun. 20 hrs credit: AMA, AOA, AAFP. $575. Con-
tact: Victoria Gonzales, P.O. Box 27049, San Diego, CA 92198. (800) 993-

2632 or (619) 674-5200.

March 4—7, 1999

—

Practical Dermatology for the Primary Care Physician,

Orlando, FL. Sponsored by Continuing Medical Education Associates. To
be held at the Buena Vista Palace at Walt Disney World Village, Orlando,

FL. Method: AV, L, SB, W. Thus-Sun. 20 hrs credit: AMA, AOA, AAFP.
$575. Contact: Victoria Gonzales, PO. Box 27049, San Diego, CA 92198.

(800) 993-2632 or (619) 674-5200.

May 23-26, 1999

—

Practical Dermatology for the Primary Care Physician,

Las Vegas, NV. Sponsored by Continuing Medical Education Associates. To
be held at the Caesars Palace, Las Vegas, NV. Method: AV, L, SB. W. Sun-Wed.
20 hrs credit: AMA, AOA, AAFP. $575. Contact: Victoria Gonzales, P.O. Box
27049, San Diego, CA 92198. (800) 993-2632 or (619) 674-5200.

Dermatology for the Non-Dermatologist—March 12-14, 1999-Las Vegas,

NV; April 23-25, 1999-San Francisco, CA; June 25-27, 1999-Anaheim,
CA; September 24—26, 1999-Las Vegas, NV. CME 11 hrs Category I.

Contact: Linda Main, Meetings Coordinator, Medical Education
Resources, 1500 West Canal Court, Suite 500, Littleton, CO 80120-4569
(800)421-3756 FAX (303)798-5731.

EMERGENCY MEDICINE

February 7-12, 1999

—

Emergency Medicine: 22nd Annual UCD Winter
Conference. UC Davis at Hyatt Regency Lake Tahoe, Incline Village, NV.

Sun-Fri. 24 hrs. $445. Contact: UCD (916) 734-5390.

March 1-2, 1999

—

Improving Emergency Department Patient Satisfaction

and Reducing Length of Stav. Las Vegas, Nevada at Harrah’s. Contact:

CEME, 5330 Primrose Drive, Suite 250, Fair Oaks, CA 95628. (800) 651-

2363.

March 1-5. 1999

—

Critical Care, Trauma and Emergency Medicine, 37th

Annual Symposium. Sponsored by the University of Southern California

School of Medicine, Postgraduate Division. Caesars Palace Hotel, Las Ve-

gas, NV. 27 hrs. Contact Associate Dean. USC Postgraduate Medicine, 1975

Zonal Ave., RAM 307, Los Angeles, CA 90033. (323) 442-2555 or (800)

USC-11 19 or FAX (323) 442-2152.

April 12-13, 1999

—

High Risk Emergency Medicine. Las Vegas, Nevada at

Harrah's. Contact: CEME, 5330 Primrose Drive, Suite 250, Fair Oaks, CA
95628.(800) 651-2363.

May 6-7, 1999

—

Challenges in Pediatric Emergency Medicine. Las Vegas,

Nevada at Harrah's. Contact: CEME, 5330 Primrose Drive, Suite 250, Fair

Oaks, CA 95628. (800) 651-2363.

May 13-16, 1999

—

Outdoor Emergency Medicine, Scottsdale, AZ. Spon-

sored by Continuing Medical Education Associates. To be held at the Mari-

ott Camelback Inn, Scottsdale, AZ. Method: AV, L, SB, W. Thurs-Sun.

32 hrs credit: AMA, AOA, AAFP. $750. Contact: Victoria Gonzales, P.O.

Box 27049, San Diego, CA 92198. (800) 993-2632 or (619) 674-5200.

May 20-21, 1999

—

High Risk Emergency Medicine. Las Vegas, Nevada at

Harrah’s. Contact: CEME, 5330 Primrose Drive, Suite 250, Fair Oaks, CA
95628. (800) 651-2363.

June 3^4, 1999

—

Improving Emergency Department Patient Satisfaction

and Reducing Length of Stay. Chicago, IL at the Holiday Inn Chicago

City Centre. Contact: CEME, 5330 Primrose Drive, Suite 250. Fair Oaks.

CA 95628.(800) 651-2363.
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CONTINUING MEDICAL EDUCATION

ENDOCRINOLOGY
January 23, 1999

—

NewEra in Diabetes Management. Cypress Foundation at

Doubletree Hotel at Fisherman’s Wharf, Monterey. Sat. 7 hrs. $105—$125.
Contact: The Cypress Foundation (831) 455-1008 or FAX (831) 455-1060.

March 5, 1999

—

Diabetes Update: 1999. UC Davis at Doubletree Hotel,

Sacramento, CA. Friday. 7 hrs. $130. Contact: UCD (916) 734-5390.

March 11-13, 1999

—

The Fourth International Conference on Continuous

Renal Replacement Therapies. Hotel del Coronado in San Diego, Cali-

fornia. Contact: Shirley Kolkey, Complete Conference Management, 1660

Hotel Circle North, #220, San Diego, CA 92108. (619) 299-6673 or fax

(619) 299-6675.

October 22-24, 1999

—

Clinical Endocrinology for Primary Care
Physicians. Tropicana, Las Vegas, NV. CME 1 1 hrs Category I. Contact:

Linda Main, Meetings Coordinator, Medical Education Resources, 1500
West Canal Court, Suite 500, Littleton, CO 80120-4569 (800)421-3756

FAX (303)798-5731.

ETHICS

March 3, 1999— Ethical Problems of Daily Practice. UC Davis at Cancer

Center Auditorium, Sacramento. Wed. 6.5 hrs. Contact: UCD (916) 734-

5390.

FAMILY PRACTICE/PRIMARY CARE

January 14—17, 1999

—

Practical Dermatology for the Primary Care Physi-

cian. Continuing Medical Education Associates at Hyatt Regency, SF.

Thurs.-Sun. 20 hrs. $575. Contact: Victoria Gonzales, PO Box 270469, San

Diego, CA 92198. (800) 993-2632 or (619) 674-5200.

January 14-17, 1999

—

Office Orthopedics and Bone Radiology for the Pri-

mary Care Physician. Continuing Medical Education Associates at Hyatt

Regency, SF. Thurs.-Sun. 20 hrs. $575. Contact: Victoria Gonzales, PO
Box 270469, San Diego, CA 92198. (800) 993-2632 or (619) 674-5200.

February 11-14, 1999

—

Office Gynecology and Women’s Health for the

Primary Care Physician. Continuing Medical Education Associates at

Hyatt Islandia, San Diego. Thurs.-Sun. 20 hrs. $575. Contact: Victoria

Gonzales, PO Box 270469, San Diego. CA 92198. (800) 993-2632 or (619)

674-5200.

February 12-14, 1999

—

California Academy of Family Physicians (CAFP)
51 st Annual Scientific Assembly. San Diego Concourse, San Diego, CA.
40 hrs. Contact: Clark Franklin, CAFP, 114 Sansome Street, Suite 1305,

San Francisco, CA 94104-3824. (415) 394-9121 or fax (415) 394-91 19.

February 17-19, 1999

—

Annual Review in Family Medicine: Controversies

and Challenges in Primary Care. UCSF at Cathedral Hill Hotel, SF.

Wed.-Fri. 16 hrs. $400. Contact: UCSF Program Coordinator, Dept, of

Family and Community Medicine (415) 476-5250.

February 27-March 2, 1999

—

16th Annual OB/GYN Conference. OCD at

Harrahs Tahoe, South Lake Tahoe, NV. Sat.-Tues. 16 hrs. $325. Contact:

UCD (916) 734-5390.

March 27, 1999

—

Primary Care Gastroenterology. UC Davis at Cancer Cen-

ter Auditorium, Sacramento, CA. Saturday. Contact: UCD (916) 734-5390.

April 10, 1999

—

Primary Care Orthopedics, Lower Extremities. UC Davis at

Holiday Inn Northeast, Sacramento, CA. Sat. Contact: UCD (916) 734-5390.

April 17, 1999

—

Primary Care Cardiology. UC Davis at Cancer Center Au-
ditorium, Sacramento, CA. Sat. Contact: UCD (916) 734-5390.

KEY TO ABBREVIATIONS
DREW: Charles R. Drew Postgraduate Medical School, Office of Continuing

Medical Education, (213) 563-4800.

LLU: Loma Linda University, Continuing Medical Education Programs,

(909) 824-4963.

STAN: Stanford University, Postgraduate Education, (415) 723-5594.

UCD: University of California, Davis, Office of Continuing Medical
Education, (916) 734-5390.

UCI: University of California, Irvine, Memorial/UCI Center for Health
Education, (714) 824-5926.

UCLA: University of California, Los Angeles, Continuing Education in

Medicine and Health Sciences, (310) 794-2620.

UCSD: University of California, San Diego, Office of Continuing Medical
Education, (619) 534-3940.

UCSF: University of California, San Francisco, Extended Programs in Medical
Education, (415) 476-4251.

USC: University of Southern California, Postgraduate Division,

(800) USC-1119.

April 28, 1999

—

Mangement of Benign Uterine Conditions. UC Davis at

Cancer Center Auditorium, Sacramento, CA. Wed. 4 hrs. $50. Contact:

UCD (916)734-5390.

May 14-18, 1999

—

Primary Care Essentials, San Francisco, CA. Sponsored

by Continuing Medical Education Associates. To be held at the Grand Hyatt

on Union Square, San Francisco, CA. Method: AV, L, SB, W. Thurs-Sun. 32

hrs credit: AMA, AOA, AAFP. $750. Contact: Victoria Gonzales, PO. Box
27049, San Diego, CA 92198. (800) 993-2632 or (619) 674-5200.

INFECTIOUS DISEASE
February 5-6, 1999

—

Infectious Disease Update: 1999. UC Davis at Hilton

Hotel, Sacramento. Fri-Sat. Contact: UCD (916) 734-5390.

February 11-13, 1999

—

Epidemiology and Prevention of Infectious Diseases:

Emerging Infectious Diseases. UCSF at Crowne Plaza, Union Square, San

Francisco. Thurs-Sat. 14.5 hrs. $470. Contact: UCSF (415) 476-5808.

February 21-26, 1999

—

Winter Course in Infectious Diseases, Snowmass,
Colorado-25th Anniversary Meeting. Sponsored by the Division of In-

fectious Diseases and Geographic Medicine, Stanford University School of

Medicine and Research Institute, Palo Alto Medical Foundation. 28 hrs.

$75-$350. Contact: Trisha Mitchell, Meeting Coordinator (800) 535-7814

or fax (215) 422-1283.

INTERNAL MEDICINE
March 19-25, 1999

—

Internal Medicine, San Diego CA. Sponsored by Con-

tinuing Medical Education Associates. To be held at the Hotel del Coron-

ado, San Diego, CA. Method: AV, L, SB, W. Fri-Thurs. 45 hrs credit:

AMA, AOA, AAFP. $895. Contact: Victoria Gonzales, PO. Box 27049,

San Diego, CA 92198. (800) 993-2632 or (619) 674-5200.

August 22-27, 1999

—

New Advances in Internal Medicine. Embassy Suites,

Monterey, CA. Sun-Fri. Contact (916) 734-5390.

NEPHROLOGY
February 4-6, 1999

—

Advanced Nephrology: Nephrology for the Consultant.

Sponsored by UC San Diego. To be held at the Coronado Island Marriott Re-

sort, Coronado, CA. 17 hrs credit:AMA. $175, $425. Contact: Shirley

Kolkey, 1660 Hotel Circle North, #220, San Diego, CA 92108. Phone (619)

299-6673 or Fax (619) 299-6675; e-mail c-c-m@worldnet.att.net

NEUROLOGY
February 10-12, 1999

—

Recent Advances in Neurology. UCSF at Mark Hop-
kins Inter-Continental Hotel, San Francisco. Wed-Fri. 15 hrs. $425. Contact:

UCSF (415) 476-0318.

May 14—16, 1999

—

Neurology for the Non-neurologist. Bally’s, Las Vegas,

NV. CME 11 hrs Category I. Contact: Linda Main, Meetings Coordinator,

Medical Education Resources, 1500 West Canal Court, Suite 500,

Littleton, CO 80120-4569 (800)421-3756 FAX (303)798-5731.

OB/GYN
February 11-14, 1999

—

Office Gynecology and Women’s Health for the

Primary Care Physician, San Diego, CA. Sponsored by Continuing Med-
ical Education Associates. To be held at the Hyatt Islandia, San Diego, CA.
Method: AV, L, SB, W. Thurs-Sun. 20 hrs credit: AMA, AOA, AAFP. $575.

Contact: Victoria Gonzales, PO. Box 27049, San Diego, CA 92198. (800)

993-2632 or (619) 674-5200.

February 25-28, 1999

—

Office Gynecology and Women’s Health for the

Primary Care Physician, Orlando, FL. Sponsored by Continuing Med-
ical Education Associates. To be held at the Buena Vista Palace at Walt Dis-

ney World Village, Orlando, FL. Method: AV, L, SB, W. Thurs-Sun. 20 hrs

credit: AMA, AOA, AAFP. $575. Contact: Victoria Gonzales, PO. Box
27049, San Diego, CA 92198. (800) 993-2632 or (619) 674-5200.

February 27-March 2, 1999

—

16th Annual OB/GYN Conference. OCD at

Harrahs Tahoe, South Lake Tahoe, NV. Sat.-Tues. 16 hrs. $325. Contact:

UCD (916) 734-5390.

April 28, 1999

—

Mangement of Benign Uterine Conditions. UC Davis at

Cancer Center Auditorium, Sacramento, CA. Wed. 4 hrs. $50. Contact:

UCD (916) 734-5390.

September 25-26, 1999

—

Ultrasound Update: 1999. Hilton Hotel, Sacra-

mento, CA. Sat.-Sun. (916) 734-5390.

December 10-12,1999

—

Issues in Women’s Health. Tropicana, Las Vegas,

NV. CME 1 1 hrs Category I. Contact: Linda Main, Meetings Coordinator,

Medical Education Resources, 1500 West Canal Court, Suite 500,

Littleton, CO 80120-4569 (800)421-3756 FAX (303)798-5731.
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ORTHOPEDICS
January 14-17. 1999—Office Orthopedics and Bone Radiology for the Pri-

mary Care Physician, San Diego, CA. Sponsored by Continuing Medical

Education Associates. To be held at the Hyatt Regency, La Jolla, San Diego,

CA. Method: AV, L, SB, W. Thurs-Sun. 20 hrs credit: AMA, AOA, AAFP.

$575. Contact: CMEA Monica L. Lier. (800) 993-2632 or (619) 674-5200.

February 25-28, 1999

—

Office Orthopedics and Bone Radiology for the

Primary Care Physician, New Orleans, LA. Sponsored by Continuing

Medical Education Associates. To be held at the Royal Sonesta Hotel, New
Orleans, LA. Method: AV, L, SB, W. Thurs-Sun. 20 hrs credit: AMA, AOA,
AAFP. $575. Contact: Victoria Gonzales, P.O. Box 27049, San Diego, CA
92198. (800) 993-2632 or (619) 674-5200.

February 25-28, 1999

—

Office Orthopedics and Bone Radiology for the

Primary Care Physician, Las Vegas, NV. Sponsored by Continuing Med-
ical Education Associates. To be held at the Caesars Palace, Las Vegas, NV.

Method: AV, L, SB, W. Sun-Wed. 20 hrs credit: AMA, AOA, AAFP. $575.

Contact: Victoria Gonzales, P.O. Box 27049, San Diego, CA 92198. (800)

993-2632 or (619) 674-5200.

June 13-18, 1999

—

23rd Annual Fingers to the Toes Primary Care Or-
thopaedics. To be held at the Stanford Sierra Camp, near South Lake
Tahoe, Fallen Leaf Lake, CA. Sun-Fri. Contact (916) 734-5390.

PEDIATRICS

January 29-31,1999

—

37TH Clinical Conference Pediatric Anesthesiology.

Disneyland Hotel, 1 150 W. Cerritos Avenue, Anaheim, CA 92802. Sponsored

by The Pediatric Anesthesiology Foudation. $250-$295. Contact David J

Steward, M.B., Program Director, Pediatric Anesthesiology Conference Box
#3, Childrens Hospital Los Angeles, P.O. Box 54700, Los Angeles, CA
90054. Phone (213) 669-2262 or Fax (213) 660-8983.

February 14-17, 1999

—

Pediatrics Update 1999, San Diego, CA. Sponsored by

Continuing Medical Education Associates. To be held at the Hyatt Islandia,

San Diego, CA. Method: AV, L, SB, W. Sun-Wed. 20 hrs credit:AMA, AOA,
AAFP. $575. Contact: Victoria Gonzales, P.O. Box 27049, San Diego, CA
92198. (800) 993-2632 or (619) 674-5200.

February 28-March 3, 1999

—

Pediatrics Update 1999, Orlando, FL. Spon-

sored by Continuing Medical Education Associates. To be held at the Buena
Vista Palace at Walt Disney World Village, Orlando, FL. Method: AV, L,

SB, W. Sun-Wed. 20 hrs credit:AMA. AOA. AAFP. $575. Contact: Victo-

ria Gonzales, P.O. Box 27049, San Diego, CA 92198. (800) 993-2632 or

(619)674-5200.

March 19-20, 1999

—

Pediatrics Update: 1999. UC Davis at Cancer Center

Auditorium, Sacramento, CA. Fri-Sat. Contact: UCD (916) 734-5390.

May 6-8, 1999

—

Advances and Controversies in Clinical Pediatrics. UCSF
at Ritz-Carlton Hotel on Nob Hill, SF. Contact: UCSF (415) 476-5808 or

FAX (415) 502-1795.

July 16-17,1999

—

Seventh Annual Pediatric Update. Sponsored by Lucile

Packard Children’s Health Services at Stanford and faculty from UCSF
and Stanford Schools of Medicine. Lucile Packard Children’s Hospital.

Contact: Elinor Meyer, Continuing Medical Education and Physician

Relations Department, Lucile Packard Children's Hospital, 725 Welch
Road, Palo Alto.CA 94304 (650) 497-8554.

PLASTIC SURGERY

March 18-20. 1999

—

11th Annual Symposium on Aesthetic Surgery. UCSF
at Palace Hotel, San Francisco. Thurs-Sat. 19.5 hrs. $950. Contact UCSF
(415)476-5808.

PRIMARY CARE

February 26-28, 1999

—

Management of the HIV-Infected Patient-A Practi-

cal Approach for the Primary Care Practitioner. Le Meridien. New Or-

leans, LA. Contact: Center for Bio-Medical Communication, Inc. (201 ) 342-

5300 or FAX (201) 342-7555: email cmeinfo@cbcbiomed.com

March 27, 1999

—

Primary Care Gastroenterology. UCDMC, Cancer Center

Auditorium, Sacramento, CA. Sat. (916) 734-5390.

April 10, 1999

—

Primary Care Orthopedics, Lower Extremities. Holiday

Inn Northeast, Sacramento, CA. Sat. (916) 734-5390.

April 17, 1999

—

Primary Care Cardiology. UCDMC, Cancer Center Audito-

rium, Sacramento. CA. Sat. (916) 734-5390.

June 5-7, 1999

—

8th Annual Primary Care Treatment of Pain. Tenaya
Lodge at Yosemite, Fish Camp, CA. Sat-Mon. (916) 734-5390.

July 25-29, 1999

—

19th Annual Current Concepts in Primary Care Cardi-
ology. Granlibakken Conference Center, Tahoe City, CA. Sun-Thurs. (916)
734-5390.

October 22-24, 1999. Clinical Endocrinology for Primary Care
Physicians. Tropicana. Las Vegas, NV. CME 1 1 hrs Category I. Contact:

Linda Main, Meetings Coordinator, Medical Education Resources, 1500
West Canal Court, Suite 500. Littleton, CO 80120-4569 (800)421-3756
FAX (303)798-5731.

PSYCHIATRY

January 24—29, 1999

—

Annnual Midwinter Program for Psychiatrists. UC
Davis at Hyatt Regency Incline Village, NV. Sun-Fri. 25 hrs. $495.

April 10, 1999

—

Psychiatry Update. UC Davis at Cancer Center Auditorium,

Sacramento, CA. Sat. Contact: UCD (916) 734-5390.

RADIOLOGY

February 25-28, 1999

—

Up to Date Radiology in the Desert. Mira Monte
Resort, Indian Wells. California. Credit 26 hrs. AMA. $495-$750. Contact:

Ryals & Associates, Inc., PO Box 1925, Roswell, GA, 30077-1925;

(770)641-9773; fax (770)552-9859; email: webmaster@ryalsmeet.com.

RESPIRATORY

March 19-20, 1999

—

Cystic Fibrosis Caregivers Symposium. UC Davis at

Marriott Hotel, Napa, CA. Fri-Sat. Contact: UCD (916) 734-5390.

Managing Respiratory Disease-April 23-25, 1999-Las Vegas, NV; June

11-13, 1999-San Francisco, CA; August 6-8, 1999-Monterey, CA. CME
1 1 hrs Category I. Contact: Linda Main, Meetings Coordinator, Medical

Education Resources, 1500 West Canal Court, Suite 500, Littleton, CO
80120-4569 (800)421-3756 FAX (303)798-5731.

SURGERY
January 15-16, 1999

—

What’s New General Surgery. UC Davis at Hyatt Re-

gency Sacramento at Capitol Park. Fri-Sat. 13 hrs. $280. Contact: UCD
(916) 734-5390.

April 24, 1999

—

3rd Annual Organ Transplant Conference. UCD at Cancer

Center Auditorium, Sacramento, CA. Sat. Contact UCD (916) 734-5390.

GENERAL/MULTIDISCIPLINARY

January 29-31, 1999

—

Research Study Club, 65th Clinical Conference. To be

held at the Universal City Hilton & Towers, CA. 15 hrs credit. $190-$400.

Contact: Mrs.Ball (909) 6774482 or fax (909) 677-7904; email: lbll@aol.com.

April 28-May 8, 1999

—

Blue Water Medical Seminar. Tri City Medical Cen-

ter at Baja California aboard Royal Star Sportfisher. Wed-Sun. 20 hrs.

$3300. Contact: Ronald Mcdak (760) 727-7863.

May 16-19, 1999

—

Alternative Medicine, Scottsdale, AZ. Sponsored by

Continuing Medical Education Associates. To be held at the Mariott Camel-

back Inn. Scottsdale, AZ. Method: AV, L, SB, W. Sun-Wed. 20 hrs credit:

AMA, AOA, AAFP. $575. Contact: Victoria Gonzales, P.O. Box 27049,

San Diego, CA 92198. (800) 993-2632 or (619) 674-5200.

June 22-29, 1999

—

Mindfulness-Based Stress Reduction in Mind-Body
Medicine. To be held at the Mana Lae Retreat Center, Maui, Ha. $995.

Contact: Steve Flowers (530) 898-1495.

LOSS PREVENTION

September 22-25, 1999

—

Legal Issues in Damaged Brain Injury Cases. Westin

St. Francis Hotel. San Francisco, CA. Wed-Sat. Contact (916) 734-5390.

HOME STUDY/SELF ASSESSMENT
California Physicians’ Legal Handbook Series. California Medical Association.

Contact: CMA, PO Box 7690, San Francisco 94120-7690. (800) 882-1262.

Breast Cancer, Early Detection and Control. Texas Medical Association. CD
ROM. $70. 2 hrs. Contact: Texas Medical Association, (800) 880-1300;

http://www.texmed.org/health_science/hs_poep.html
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COLORADO
This listing of continuing medical education programs in Col-

orado is compiled by the Denver Medical Society. To list CME
programs here, please send information at least two months
in advance to: Mr Robert L. Kennedy, Denver Medical Soci-

ety, 1850 Williams Street, Denver, CO 80218; or telephone

(303) 377-1850.

Brochures, course information, and registration forms are

available from the contact person or organization.

Tuesday Noon Conferences

—

Various Topics in Medicine. Lutheran Medical
Center. Wheat Ridge. Contact: Jean A. Kline, (303) 425-2951.

First Wednesday of Each Month

—

Various Topics in Neurology. Colorado So-

ciety of Clinical Neurologists. Contact: Colorado Society of Neurologists,

(303) 449-3566.

Second Wednesday of Each Month

—

Cardiovascular Education Series. St An-
thony Hospital at St Anthony Hospital, Denver. Contact: Rose Powell, (303)
629-3678.

February 4-6, 1999

—

Neurology For The Non-Neurologist. Hyatt Regency, Can-
cun Mexico. Fee $375. Contact Linda Main, Meetings Coordinator, Medical
Education Resources, 1500 West Canal Court, Suite 500, Littleton, CO 80120-

4569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

February 5-7, 1999

—

Arrhythmias: Interpretation, Diagnosis & Management
MGM Grand, Las Vegas, NV Fee $375. Contact Linda Main, Meetings Coordi-

nator, Medical Education Resources, 1500 West Canal Court, Suite 500, Littleton,

CO 80120-4569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

February 12-14, 1999

—

Clinical Endocrinology For Primary Care Physicans.

Beaver Run Resort, Breckenridge, CO.Fee $375. Contact Linda Main, Meet-
ings Coordinator, Medical Education Resources, 1 500 West Canal Court. Suite

500, Littleton, CO 80120-4569. (800) 421-3756, (303) 798-9682 or Fax (303)

798-5731.

February 19-21, 1999

—

Managing Respiratory Diseases. Marriot’s Casa Marina,

Key West, FL. Fee $375. Contact Linda Main, Meetings Coordinator, Medical
Education Resources, 1500 West Canal Court, Suite 500, Littleton, CO 80120-

4569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-573 1

.

February 25-27, 1999

—

Dermatology For The Non-Dermatologist. Atlantis Par-

adise Resort, Bahamas. Fee $375. Contact Linda Main, Meetings Coordinator,

Medical Education Resources, 1500 West Canal Court, Suite 500, Littleton, CO
801204569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

February 26-28, 1999

—

Coronary Heart Disease Update. Hilton Tapatio Cliffs,

Scottsdale, AZ. Fee $375. Contact Linda Main, Meetings Coordinator, Medical

Education Resources, 1500 West Canal Court, Suite 500, Littleton, CO 80120-

4569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

March 12-14, 1999

—

Dermatology For The Non-Dermatologist.Riviera Hotel

& Casino, Las Vegas, NV. Fee $375. Contact Linda Main, Meetings Coordina-
tor, Medical Education Resources, 1500 West Canal Court, Suite 500, Litdeton,

CO 80120-4569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

March 25-27, 1999

—

Neurology For The Non-Neurologist. Grand Beach Re-
sort, St. Thomas, USVI. Fee $375. Contact Linda Main, Meetings Coordinator,

Medical Education Resources, 1500 West Canal Court, Suite 500, Littleton, CO
801204569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

March 25-27, 1999

—

Clinical Endocrinology For Primary Care Physicans.
Marriott’s Beach Resort, St. Grand Cayman. Fee $375. Contact Linda Main,
Meetings Coordinator, Medical Education Resources, 1500 West Canal Court,

Suite 500, Littleton, CO 801204569. (800) 421-3756, (303) 798-9682 or Fax
(303)798-5731.

March 26-28, 1999

—

Managing Respiratory Diseases. Buena Vista Palace.Or-

lando.FL. Fee $375. Contact Linda Main, Meetings Coordinator, Medical Edu-
cation Resources, 1500 West Canal Court, Suite 500, Littleton, CO 801204569.
(800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

April 8-10, 1999

—

Coronary Heart Disease Update. Hyatt Regency, Aruba
Fee $375. Contact Linda Main, Meetings Coordinator, Medical Education Re-
sources, 1500 West Canal Court, Suite 500, Littleton, CO 801204569. (800)
421-3756, (303) 798-9682 or Fax (303) 798-5731.

April 8-10, 1999

—

Clinical Endocrinology For Primary Care Physicans. The
Westin Resort, St John, USVI. Fee $375. Contact Linda Main, Meetings Coor-
dinator, Medical Education Resources, 1500 West Canal Court, Suite 500, Little-

ton, CO 801204569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-573 1

.

April 9-11, 1999

—

Arrhythmias: Interpretation, Diagnosis &Management
Hilton Tapatio Cliffs, Scottsdale, AZ. Fee $375. Contact Linda Main, Meet-
ings Coordinator, Medical Education Resources, 1500 West Canal Court,
Suite 500, Littleton, CO 801204569. (800) 421-3756, (303) 798-9682 or Fax
(303) 798-5731.

April 9-11, 1999

—

Neurology For The Non-Neurologist. Marriott’s Casa Ma-
rina, Key West, FL. Fee $375. Contact Linda Main, Meetings Coordinator, Med-
ical Education Resources, 1500 West Canal Court, Suite 500, Linleton, CO
801204569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

April 23-25,1999

—

Managing Respiratory Diseases. Bally’s, Las Vegas, NV. Fee

$375. Contact Linda Main, Meetings Coordinator, Medical Education Resources,

1500 West Canal Court, Suite 500, Littleton, CO 801204569. (800) 421-3756,

(303) 798-9682 or Fax (303) 798-5731.

April 23-25,1999

—

Dermatology For The Non-Dermatologist. Parc Fifty-five,

San Francisco, CA. Fee $375. Contact Linda Main, Meetings Coordinator,

Medical Education Resources, 1500 West Canal Court, Suite 500, Littleton, CO
801204569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

April 30-May 2, 1999

—

Dermatology For The Non-Dermatologist. South Sea

Plantation, Captiva Island, FL. Fee $375. Contact Linda Main, Meetings Coor-

dinator, Medical Education Resources, 1500 West Canal Court, Suite 500, Little-

ton, CO 801204569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

April 30-May 2, Clinical Endocrinology For Primary Care Physicans. Hyatt

Regency, New Orleans, LA. Fee $375. Contact Linda Main, Meetings Coordi-

nator, Medical Education Resources, 1500 West Canal Court, Suite 500, Linle-

ton, CO 801204569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

May 14—16, 1999

—

Managing Respiratory Diseases. Hilton Resort, Hilton

Head, SC. Fee $375. Contact Linda Main, Meetings Coordinator, Medical Edu-

cation Resources, 1500 West Canal Court, Suite 500, Linleton, CO 80120-4569.

(800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

May 14-16, 1999

—

Neurology For The Non-Neurologist. Bally’s, Las Vegas,

NV. Fee $375. Contact Linda Main, Meetings Coordinator, Medical Education

Resources, 1500 West Canal Court, Suite 500, Littleton, CO 80120-4569. (800)

421-3756, (303) 798-9682 or Fax (303) 798-5731.

CONTACT INFORMATION

U of Colo—Contact: University of Colorado Health Sciences Center, School of Medicine,

Office of Continuing Medical Education, 4200 E 9th Ave, Denver 80262. (303) 372-9050 or

(800) 882-9153; FAX (303) 372-9065.

IDAHO
The listing of continuing medical education programs in Idaho

is compiled by the Ada County Medical Society. To list CME
programs here, please send information at least two months
in advance to: Ada County Medical Society, Inc. 305 W. Jeffer-

son, PO Box 2668, Boise, Idaho 83701
. (208) 336-2930.

Brochures, course information, and registration forms are

available from the contact person or organization.

February 19-21, 1999

—

ACMS 40th Annual Medical Winter Clinics. McCall,
Idaho, Shore Lodge Inn. 1 1 .5 hrs. Contact: Judy Bamingham (208) 336-2930
or Marie Chester (208) 331-1478.

NEW MEXICO
Information, requests for accreditation, and items to be listed

should be sent to the chair of the CME Committee, New Mex-
ico Medical Society, 7770 Jefferson, Suite 400, Albuquerque,
NM 871 09, at least two months in advance. For information on
CME accreditation or on the CME requirements of the New
Mexico Board of Medical Examiners, please write to the above
address or call (505) 828-0237.

NOTE: Course information in the following listing is subject to
change on occasion. Check with the sponsoring institution for

current details.

Every First and Third Tuesday

—

Building and Implementing Clinical Practice
Guidelines at the Point of Care. Contact: Thomas A. Naegele, DO, (505)
275-7267.

April 28-30, 1999

—

The Fourth Annual Clinical Cardiology Management
and Diagnostic Dilemmas. Eldorado Hotel, Santa Fe, NM. 17 Category 1

AMA. Contact: Registration Secretary, American College of Cardiology,
9111 Old Georgetown Rd, Bethesda, MD 20814-1699 (800) 253-4636,
ext.695.
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July 30-August 1, 1999-Neurulogv for the Non-neurologist. Eldorado Hotel,

Sante Fe, NM. CME 11 hrs Category 1. Contact: Linda Main, Meetings

Coordinator, Medical Education Resources, 1500 West Canal Court, Suite

500, Littleton. CO 80120-4569 (800)421-3756 FAX (303)798-5731.

Satellite Courses
Contact: Joe Treat or Jim Cato, Immunization Program. (505) 827-2366.

CONTACT INFORMATION

UNM SOM—University of New Mexico School of Medicine, Office of CME. PO Box 713,

Albuquerque 87131. (505) 277-3942.

UTAH
This listing of continuing medical education courses in Utah is

compiled and edited by the CME office of the Utah Medical

Association. All courses listed have been certified by CME ac-

credited institutions as meeting the criteria for Category 1 of

the Physician's Recognition Award of the American Medical

Association. Accredited institutions wishing to list AMA Cate-

gory 1 CME courses here should send information at least

two months in advance to the Office of Continuing Medical

Education, 540 East Fifth South, Salt Lake City, UT 84102; or

phone (801) 355-7477. For information on CME accredita-

tion, please write the CME office at the above address.

NOTE: Course information in the following listing is subject to

change on occasion. Check with the sponsoring institution.

January 6-10, 1999

—

MRI at Snowbird. Cliff Lodge, Snowbird, Utah. Credit

20 hrs. AMA. $400-$650. Contact: Ryals & Associates. Inc.. PO Box 1925.

Roswell, GA, 30077-1925; (770)641-9773 or fax (770)552-9859; email:

webmaster@ryalsmeet.com. www.ryalsmeet.com

MEDICAL GRAND ROUNDS
Weekly

—

Grand Rounds in Internal Medicine, Psychiatry, OB/GYN, and
Pediatrics. Contact: UUSM.

Weekly

—

Pediatric Grand Rounds. Contact: PCMC.

WASHINGTON
The listing of continuing medical education programs in

Washington state is compiled by the Washington State Med-
ical Association. To list Category 1 programs here, please

send information at least two months in advance to Contin-

uing Medical Education, Washington State Medical Associa-

tion, 2033 Sixth Avenue, Suite 1 100, Seattle, WA 98121; or

phone (206) 441 -9762 or (800) 552-061 2.

Brochures and registration forms are available from the con-

tact person or organization listed at the end of each course or

in the list of course sponsors and contact information.

COURSE SPONSORS AND CONTACT INFORMATION

CME HARBORVIEW—Contact: Gayle Splater. Cytology Continuing Education. Dept, of

Pathology. Harborview Medical Center. 325 Ninth Ave. Seattle. WA 98104. (206) 223-5953.

PCMS CME—Contact: Executive Director. College of Medical Education. 705 S Ninth, No.

203, Tacoma. WA 98405. (206) 627-7137.

UAV (UNIVERSITY OF WASHINGTON)—Contact: UAV School of Medicine. Div. of

CME, SC-50, Seattle. WA 98195. (206) 543-1050.

VMMC (VIRGINIA MASON MEDICAL CENTER)—Contact: Linda Orgel. Division of

Continuing Medical Education. Virginia Mason Medical Center. PO Box 900. Seattle. WA
98111.(206)340-2058.

WSMA—Washington State Medical Association, Continuing Medical Education. 2033 Sixth

Ave. Ste 1 100, Seattle. WA 98121. (206) 441-9762.

OTHER CME OPPORTUNITIES

Brochures and registration forms are available from the con-

tact person or organization listed at the end of each course or

in the list of course sponsors and contact information.

Annual Meeting and Course: International Spine Imaging Symposium.
February 15-17, 1999. Registry Resort. Naples, Florida. Credit 19.5 hrs.

AMA. $250-$650. Contact: Ryals & Associates, Inc., PO Box 1925,

Roswell, GA, 30077-1925; (770)641-9773; fax (770)552-9859; email:

webmaster@ryalsmeet.com.

Breast Imaging Today and Tomorrow. January 25-28. 1999. Boca Raton Re-
sort and Club. Boca Raton, Florida. Credit 23 hrs. AMA. $495-$695. Con-
tact: Ryals & Associates, Inc., PO Box 1925, Roswell, GA, 30077-1925;
(770)641-9773; fax (770)552-9859; email: webmaster@ryalsmeet.com.

Breast Imaging Today and Tomorrow. February 15-19. 1999. Buena Vista Palace

Resort and Spa. Lake Buena Vista. Florida. Credit 23 hrs. AMA. $495-$695.

Contact: Ryals & Associates, Inc.. PO Box 1925, Roswell, GA, 30077-1925;

(770)641-9773; fax (770)552-9859; email: webmastei@ryalsmeet.com.

Musculoskeletal MR. January 18-22, 1999. The Ritz-Carlton Resort Hotel,

West Palm Beach, Florida. Credit 22.5 hrs. AMA. $450-$695. Contact: Ryals

& Associates. Inc., PO Box 1925, Roswell, GA, 30077-1925; (770)641-

9773; fax (770)552-9859; email; webmaster@ryalsmeet.com.

Predoctoral Education Conference. February 4-7, 1999. Savannah Marriott River-

front, Savannah. Georgia. Contact: Ray Rosetta, Meetings and Programs Direc-

tor, Society of Teachers of Family Medicine. 8880 Ward Parkway, Kansas City,

Missouri 64114. Phone (800) 274-2237, ext. 4512.

STFM Family Conference. March 3-7, 1999. Kiawah Resort. Kiawah Island.

South Carolina. Contact: Ray Rosetta, Meetings and Programs Director. Soci-

ety of Teachers of Family Medicine, 8880 Ward Parkway. Kansas City, Mis-

souri 641 14. Phone (800) 274-2237, ext. 4512.

5th Annual Neuroradiology: A Comprehensive Review. February 2-6, 1999.

The Ritz-Carlton Resort Hotel. West Palm Beach. Florida. Credit 24 hrs.

AMA. $450-$695. Contact: Ryals & Associates, Inc., PO Box 1925,

Roswell, GA. 30077-1925: (770)641-9773; fax (770)552-9859; email:

webmaster@ryalsmeet.com.

32nd Annual Spring Conference. April 28-May 2, 1999. Sheraton Seattle Hotel &
Towers, Seattle, Washington. Contact: Ray Rosetta, Meetings and Programs Di-

rector, Society of Teachers of Family Medicine, 8880 Ward Parkway, Kansas

City. Missouri 64114. Phone (800) 274-2237, ext. 4512.

35th Annual Forensic Dentistry. March 7-11, 1999. Holiday Inn, Silver

Spring, Maryland. Credit 38 hrs. $300-$675. Contact: Ruth Murphy, CAME,
Armed Forces Institute of Pathology, Washington, DC 20306-6000; (800)

577-3749 or (202) 782-2637; email: came@ahp.osd.mil; www.afip.org.

58th Annual American Occupational Health Conference. April 23-30, 1999.

Ernest N. Morial Convention Center, New Orleans, Louisiana. Contact: ACOEM
Education Dept., 55 W. Seeger Road. Arlington Heights, IL 60005; (847) 228-

6850 or fax (847) 228-1856; www.acoem.org.

80th Annual Session-American College of Physicians-American Society of

Internal Medicine. April 22-25, 1999. Ernest N. Morial Convention Center,

New Orleans. Credit 29 hrs. Contact: ACp-ASIM Customer Service (800)

523-1546. ext. 2600: www.acponline.org.

NOTICE

State Associations should send their CME listings for publication to:

Catherine Nancarrow. Editorial Manager

The Western Journal ofMedicine

22 1 Main Street

San Francisco, CA 94120-7690

(415)882-5177 • Fax (415) 882-3379 • rstraube@bmjgroup.com
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On Being Editor

Mark Twain hated editors. He once said, “Yours was

not in the beginning a criminal nature. But circum-

stances changed it. At age nine, you stole sugar. At age

fifteen, you stole money. At age twenty, you stole

horses. At age twenty-five, you committed arson. At age

thirty, hardened in crime, you became an editor. Since

then, your descent has been rapid.”
1

Contemporary writers temper their comments only

slightly: “My husband and I are both writers. During

dinner conversations, we often tell our children about

our working days. It wasn’t clear how much they

absorbed until one day I overheard my 7-year-old, Lucy,

cry out in frustration at her 5-year-old sister, Charlotte,

‘You, you . . . you editor!’”
2

There is another side. It may not excuse editors’ style

nor assuage authors’ outrage, but it explains why some

ardently pursue a calling that has provoked criticism

across the centuries. The great editor Hugh Clegg cited

Voltaire’s ringing cry for freedom as one of our guiding

principles. “I disapprove of what you say, but I will

defend to death your right to say it.”
3 Editors grapple with

issues that reflect science and society and the quest for

freedom coupled with responsibility. We look for accu-

racy and honesty, aware of attempts at duplicate publica-

tion and fraud. We struggle with the definitions and duties

of being an author or an editor, relationships with the

media and publisher, conflicts of interest beyond simply

accepting advertising, and pros and cons of peer review.

Given past and present pressures, why would anyone

want to be an editor?

Looking back on eight and a half years of being editor

of The Western Journal ofMedicine, and as I pass the baton

to others, I ponder several answers. Editors can have the

satisfaction of finding paths through thickets of contro-

versy. There is plenty of controversy around issues such as

how to preserve patients’ privacy while protecting public

health.
4
Editors also have the opportunity to lead, and to

shape opinion. To do so, however, requires that editors

write. My mother was an author. As a child, I watched her

struggle with words, words, words, and decided that writ-

ing was far too hard a thing to do. I was right, but writing

is necessary if one is to use the editor’s bully pulpit.

Editors can innovate. We took the opportunity to pub-

lish Roger Bulger’s book, The Questfor Mercy: The For-

gotten Ingredient in Health Care Reform, in three

parts.
5-7 We have watched it sail well into a second edi-

tion. Dr Russell Altman championed our new informatic

series. Assistant Editor Margaret Kaufman broke ground

as our poetry recruiter and editor, allowing the journal to

publish outstanding work in keeping with one of my
early assertions: “History, literature, performing arts, fine

arts are important to medicine because they are important

to patients and to physicians. In their own way, they are

as important as technology and technique. It is interest-

ing to explore the relationships between basic and

applied sciences and the humanities. DNA is poetry.”
8

Editors can preserve. We have continued the distinctive

features started by my splendid predecessor. Dr Malcolm

S. M. Watts, such as the Epitomes and special issues.

Editors can raise the standards of editing and publish-

ing. The Western Journal of Medicine has the good for-

tune of being part of the International Committee of Med-

ical Journal Editors, also known as the Vancouver Group.

Our meetings are marked by yeasty decisions that, twenty

years ago, led to recommendations regarding uniform

manuscript format and, now, venture into publication

policies and ethics. Editors can encourage scientists by

simplifying writing requirements and can improve the

research enterprise by illuminating issues.

Editors can help journals live. I took on the editor-

ship’s honor and responsibilities with a determination to

make a difference in the care of patients and to be cer-

tain that the journal would be of practical value to prac-

ticing physicians. We have carried on with the journal

under the threat of extinction not only once but twice,

and now celebrate its bright future. Although sometimes

it feels lonely to be the only one who is editor, in fact,

the editor is not alone. All of the accomplishments have

been achieved with the help of others.

The past eight years have been marked by high chal-

lenge, high satisfaction, low points, good company, great

learning experiences, some touching moments and some
funny moments. I alluded to the challenge, satisfaction,

and low points above. Good company includes Associate

Editors, Drs Lloyd Hollingsworth Smith, Jr and Edward

D. Harris, Jr, essential partners. During the hard times,

they were joined by other encouragers, negotiators, and/or

fund raisers such as Sandra Bressler and the Board of

Directors of the San Francisco Medical Society; and Drs

Ralph Crawshaw, Virginia Emster, John Holbrook,

Stephen Hulley, Jack Lewin, Helen Ranney, Joseph Silva,

Robert Sparks, C. John Tupper and Dwight Wilbur.

Learning experiences were too numerous to count.

They include learning how to wheedle, even needle,

authors and reviewers as due dates and publication

schedules approached inexorably. That is when editors

realize the importance of being flexible. I learned how to

appeal for special support for special projects and how to

comfort disappointed authors and concerned readers and

how to correct our mistakes. I tried to learn how to cope

with biases. I relearned that expectations rarely come
true. For example, I had anticipated and welcomed the

opportunity to insert contemplative time into my full-tilt

life. I envisioned walking in a cloister, as it were, hands

clasped in back, thinking on matters philosophical. That

dream vanished like the dew at dawn as the journal

entered its times of trouble. Goals remained, however,

and we have been able to serve patients and profession.
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Touching moments came in Lessons from the Prac-

tice, so ably co-edited by Drs Stephen McPhee and Jack

Rodnick, and from authors’ comments, sometimes in

response to reviewers’ criticisms, such as, “I apologize

for the insensitivity and lack of humility I have shown in

this essay . . . Perhaps it was self-hatred. Please tell the

reviewers their comments shall not be forgotten.” Kudos
were warming, too:

• “The Western Journal ofMedicine has always been

one of the few journals that I go through page by page.”

• “I read The Western Journal first.”

• “I always read The Western Journal of Medicine

even if I’m behind in my reading.”

As for funny moments:

• From an author: “I wish to assure you I am not

unhappy about rejection. I just hate it. Perhaps you have

noticed, I have a way of telegraphing my intense dislike

through all available channels. I hate the message not the

messenger.”

• From a reviewer: “This is a seriously pompous
author.”

• From a paper: “We report a case of orf in a woman
following traumatic contact with a lamb’s head.” (We
were eager to read the rest of the case report. It described

an accident while cooking, not wrestling.)

• There was an invitation to attend the first World Con-

gress on the Health Significance of Garlic and Garlic Con-

stituents. There were health tips regarding, for example,

the usefulness of wine as treatment for urinary frequency.

Finally, one person wrote that a voice spoke to him from

the darkness of a dream and said, “The cure for AIDS is

the tapeworm. I know this letter may sound strange, but I

would hate to have been given the answer to a disease that

is the scourge of civilization and not do anything about it.”

It has been good to be part of the core of medical

editing and publishing. My pantheon is full. I am awed
by the prodigious efforts of authors who design, per-

form, and describe studies that will improve health. My
heart quickens at the thought of reviewers who consis-

tently go an extra mile for our profession with far too

little recognition. Some write pages of suggestions and

check references for accuracy. Readers are both

receivers and transmitters; your comments are essential

to the journal’s improvement. The Associate and Assis-

tant Editors, the Senior Editorial Council, and the Edi-

torial Board provide strength, good advice, and creative

suggestions as, might I add, do family, friends, and col-

leagues. As I said eight and a half years ago, “Medicine

is difficult. The life is hard. We need to replenish our

energy and soothe our souls .”8 You have done that for

me over these years. I hope we have done the same for

you. Thank you.

Linda Hawes Clever, MD
Editor
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Simultaneous Pancreas-Kidney Transplantation:

An Overview of Indications, Complications,

and Outcomes

CHRIS E. FREISE, MD; San Francisco, California; SHUNJI NARUMI, MD; Aomori, japan; PETER G. STOCK, MD, PhD; and

JULIET S. MELZER, MD; Son Francisco, California

Simultaneous pancreas-kidney transplantation (SPK) has become an accepted therapy for the treat-

ment of patients with insulin-dependent diabetes mellitus and renal failure from diabetic nephropathy.

The procedure has evolved over the last twenty years, and refinements in technique, better organ

preservation solutions, and more potent immunosuppressive therapies have improved one-year graft-

survival rates to 81% for the pancreas and 88% for the kidney (International Pancreas Transplant Reg-

istry Data-1996). Proper patient selection is important, given the increased complexity of the

procedure, the increased need for immunosuppression, and the need for compliance with postopera-

tive medications and monitoring. The benefits of a successful SPK include more physiologic glucose

metabolism and freedom from dialysis. This review will describe the indications and selection process

for potential candidates, outline the procedure and postoperative care, and discuss the potential im-

pact on secondary complications of diabetes mellitus. It will then discuss results and complications from

the use of current protocols and immunosuppression at the University of California at San Francisco.

(Freise CE, Narumi S, Stock P, Melzer JS. Simultaneous pancreas-kidney transplantation: an overview of indications,

complications and outcomes. West
J
Med 1999; 170:11-18)

Introduction

Diabetes mellitus is prevalent in about five percent of

the general population. Complications of diabetes, includ-

ing retinopathy, microvascular disease, and renal disease,

cause significant morbidity and mortality in this group of

patients. Diabetes and its complications are the eighth

leading cause of death in the United States,
1

the leading

cause of renal failure and blindness in adults, and the most

frequent, underlying disease leading to amputations.2

Approximately 30% of patients with diabetes require

daily insulin injections. The administration of insulin in

this fashion prevents the serious, metabolic derange-

ments that can occur with hyperglycemia, and tight con-

trol of serum glucose may slow or prevent the secondary

complications of diabetes. 3 No exogenous insulin

administration, however, can compare to the physiologic

delivery of insulin by an intact pancreas. For this reason,

whole-organ, pancreas transplantation was first

attempted in humans in 1966. The development of the

surgical techniques for successful transplantation, the

use of newer immunosuppressionants, and an under-

standing of the pitfalls and complications following pan-

creas transplantation have enabled graft- and patient-

survival rates to reach levels far superior to early results.

These results justify offering the procedure to carefully

selected patients, for whom earlier intervention in the

course of the disease will possibly result in better pre-

vention of secondary complications.

The University of California at San Francisco

(UCSF) initiated a program of simultaneous pancreas-

kidney transplantation (SPK) in 1989. Since that time,

over 140 patients have undergone the procedure at our

institution. This review will outline our indications and

approach to patient selection, describe the surgical pro-

cedure and its complications, and comment on current

results and effects on secondary complications.

Indications and Patient Selection

Simultaneous pancreas-kidney transplantation is typi-

cally offered to patients who have insulin-dependent dia-

betes mellitus and in whom diabetic nephropathy and

renal insufficiency have developed. Many of these poten-

tial recipients have other manifestations of diabetes,

including retinopathy, neuropathy and gastropathy.

From the Department of Surgery. Transplant Division. University of California, San Francisco (Drs Freise, Stock, and Melzer) and the Department of Surgery,
Hirosaki University School of Medicine, Hirosaki City, Aomori, Japan (Dr Narumi).

Reprint requests to Chris E. Freise, University of California, San Francisco, Box 0780. Room M896, 505 Parnassus Avenue, San Francisco, CA 94143.
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Patients who may benefit from the SPK procedure must

be selected carefully in order to best use scarce organs.

Potential recipients are identified by their nephrolo-

gists or endocrinologists and referred to a transplant sur-

geon for evaluation. Other team members, including

transplant nephrologists, nurse coordinators, social work-

ers. and financial counselors, also participate in the initial

evaluation. Absolute contraindications to an SPK include

active infection, recent or current history of malignancy,

and human immunodeficiency virus (HIV) infection.

Morbid obesity, advanced cardiovascular or peripheral

vascular disease, advanced age, and a history of poor

compliance or substance abuse are relative contraindica-

tions. Although some centers have reported favorable.

SPK results in patients with coronary artery disease who
have undergone revascularization,

4 we typically recom-

mend solitary kidney transplant in this patient group.

Furthermore, patients must demonstrate a high degree of

motivation and an ability to cooperate with the complex

protocols for postoperative monitoring and medication.

After a suitable candidate has been identified, we per-

form an immunologic evaluation, cytomegalovirus, HIV,

rapid plasma reagin, human T-lymphotrophic virus I/II and

hepatitis serologies, HLA and ABO typing, and panel reac-

tive antibody screening, as well as basic blood chemistries,

complete blood count, electrocardiogram (EKG), chest

x-ray and coagulation studies. Cardiac evaluation consists

of the above EKG, an echocardiogram, and a non-invasive

assessment for coronary artery disease. If ischemic heart

disease is identified, we request coronary catheterization.

Further gastrointestinal evaluation is indicated in patients

with a history of peptic ulcer disease or poor gastric emp-

tying. Patients with frequent foot infections or non-healing

ulcers warrent a more accurate, non-invasive assessment of

the degree of peripheral vascular disease. Patients may also

undergo urologic evaluation consisting of a cystourethro-

gram or possible cystoscopy, depending on their history,

and further evaluation by a neurologist is necessary in

patients with a history of cerebrovascular disease. Given

the long waiting time for transplant, patients must be

reevaluated annually to determine any change in their med-

ical status and need for repeat studies.

At the time of admission for transplant, we do a thor-

ough history and physical examination and repeat the

laboratories, chest x-ray, and EKG. Any new medical

problems or EKG changes may eliminate the patient as a

candidate for that particular set of organs. Because we
have limited time, once patients are admitted to prepare

them for transplant, it is often difficult to do many extra

tests to address new medical problems. For this reason, a

backup set of patients is often screened for compatibility

with any given donor and can be brought in quickly, if

the top, potential recipient is deemed unsuitable.

The Surgical Procedure

The first clinically successful SPK transplants were

performed at the University of Minnesota in 1966 by

Lillihei and Kelly.
5 The first patient developed a pancre-

atic fistula and rejection, which led to early graft

removal and eventual death. The second patient became
normoglycemic by the sixth postoperative day and

remained so for six months, until she developed a fatal

pulmonary infection. This initial report demonstrated

the feasibility of pancreas transplantation. There were,

however, less than 100 pancreas transplants performed

in the next decade, and further advancement in the field

was only possible after the improvement of surgical

techniques, the introduction of newer immunosuppres-

sants, and the development of a better understanding of

pancreas-allograft rejection.

Early technical issues that needed to be resolved

included the management of exocrine drainage of the pan-

creas allograft, the placement of the venous drainage of the

allograft, the prevention of graft thrombosis, and the opti-

mum timing of the pancreas transplant in relation to the

renal transplant. The management of exocrine drainage

was initially accomplished by anastomosing the donor

duodenum to a loop of recipient bowel. The use of this

technique resulted in a high incidence of anastomotic

breakdown with abscess formation and subsequent graft

loss. Another technique, the occlusion of the pancreatic

duct with injected neoprene, often led to early graft fibro-

sis. Bladder drainage, whereby the donor’s duodenum is

anastomosed at the Vater’s ampulla directly to the recipi-

ent’s bladder, has become the most widely accepted tech-

nique.
6 This approach permits exocrine secretions to be

expelled with the urine and allows for the monitoring of

urinary amylase, which is helpful in detecting rejection

early in its course. This technique, however, is accompa-

nied by its own set of problems, including fluid and elec-

trolyte, especially bicarbonate, losses; urinary tract

complications; and the development of leaks, if the blad-

der becomes over-distended. Thus, some centers have

returned recently to using the technique of enteric drainage

and have had more favorable results than before.
7

The pancreas allograft is now commonly placed in

the right iliac fossa with anastomosis of the donor portal

vein to the recipient external iliac vein for venous out-

flow. Arterial inflow is established from the recipient

external iliac artery to the superior mesenteric artery and

splenic artery of the donor pancreas via an extension

graft of donor iliac artery. This results in insulin delivery

to the systemic circulation. Careful studies of postpran-

dial glucose metabolism indicate that carbohydrate

metabolism remains relatively unaffected, but that a

state of hyperinsulinemia is created. This effect appears

to be secondary to decreased insulin clearance, because

C-peptide levels are not increased.
8 A few groups have

questioned this route of insulin delivery and have

devised a procedure to allow for anastomosis of the

donor portal vein to the recipient portal circulation via

the superior mesenteric vein.
9 The benefit of this more

physiologic positioning of the graft remains to be seen.
10

The pancreas graft is a low-flow organ compared to the

kidney or liver allograft. Therefore, thrombosis of either

the arterial supply or the splenic/portal vein occurred at a

significant rate in most centers’ early experience.
11

Initial
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attempts to decrease rates of graft thrombosis focused on

anticoagulation in the early postoperative period. Many
programs continue to use aspirin and dipyridamole imme-

diately after surgery. A graft thrombosis rate of less than

5% in most current series has resulted from improvements

in preservation solution and organ-recovery techniques,

the proper selection of donors and recipients, and better

attention to the vascular anastomoses, with proper orien-

tation of the arterial bifurcation graft and shortening of the

portal vein to eliminate kinking.

The timing of the pancreas transplant in relation to

the renal transplant has also improved. Solitary pan-

creas transplantation before the development of uremia

results in a higher graft loss, secondary to thrombosis.

Pancreas transplant after a previous kidney transplant

has been performed successfully but is also accompa-

nied by a higher thrombosis rate caused by a lack of

uremia. Thrombosis rates are clearly lower when a

simultaneous kidney-pancreas transplant is done. Addi-

tionally, there are immunologic advantages to the

simultaneous transplant procedure. Because concurrent

rejection of the kidney and pancreas is seen frequently

in recipients of SPK transplants and because rejection

of the pancreas can be difficult to diagnose, the param-

eters of kidney rejection are generally used to trigger

the initiation of rejection therapy. Therefore, the pres-

ence of a simultaneously-transplanted kidney may
result in more prompt treatment of rejection. The recip-

ient of an SPK transplant is also exposed to only one set

of HLA antigens; this may have implications regarding

sensitization, should re-transplant be necessary. The
majority of pancreas transplants have been SPK trans-

plants in the last 15 years. With better immunosuppres-

sion, however, solitary pancreas transplantation is

becoming more popular, because earlier intervention

carries with it the obvious advantage of preventing the

secondary complications of diabetes. 12

The procedure currently used at the UCSF is a cul-

mination of the work and experience outlined above. A
successful SPK begins with appropriate donor selection.

In general, potential pancreas-kidney cadaver donors

tend to be younger; they also have no underlying history

of cardiovascular disease or diabetes and no hemody-
namic instability during the pre-recovery phase. Donors

are typically less than 50 years old, with no absolute cut-

off at the lower age limit, although donors weighing less

than 45 kg tend to have arterial anatomy of smaller cal-

iber, which may increase the rate of technical complica-

tions. A careful medical and social history is obtained,

and the ideal donor has no underlying medical condi-

tions that may contribute to pancreatitis, acute tubular

necrosis, or infection in the immediate, post-transplant

period. Because of the increased need for immunosup-
pression in SPK recipients, attention to these donor fac-

tors is critical.

The recovery operation for the pancreas is a modifi-

cation of several described techniques. It involves a min-

imal amount of in situ dissection, mostly to mobilize the

gland and to identify major vessels, followed by a low-

pressure portal and aortic perfusion with University of

Wisconsin preservation fluid and subsequent removal of

the liver, pancreas and spleen en-bloc. On the back table,

in iced solution, the liver and pancreas grafts are care-

fully separated. The blood supply to each organ is pre-

served to allow for transplantation. Most arterial

anomalies can be handled to accommodate transplanta-

tion of both organs,
13 and the meticulous dissection in a

cold, bloodless field on the back table allows for identi-

fication and preservation of arterial anomalies.

Once the pancreas graft is separated from the liver,

the ends of the duodenal segment are trimmed and over-

sewn. The spleen is removed, and peri-pancreatic tissue

is cleared. A culture of the duodenal fluid is obtained to

guide postoperative, antibiotic therapy. The splenic

artery stump and superior mesenteric artery stump are

anastomsed to a Y-graft of donor iliac artery, so that only

one arterial anastomosis is necessary in the recipient.

The portal vein is mobilized in the donor pancreas to

facilitate the venous anastomosis and is kept short to

avoid problems with kinks or twists. The time between

the cross-clamping of the donor aorta and the implanta-

tion of the pancreas graft is kept as short as possible,

usually to within 16 hours.

While the recovery team is working on the donor, the

recipient will have been selected and brought into the

hospital. The preoperative preparation of the recipient

consists of several phases. Final cross-matching with

current and several earlier recipient serum specimens is

completed, using conventional, T-cell cross-matching in

non-sensitized patients. Sensitized potential recipients

also undergo cross-matching, and in these cases we used

fluorescence-activated cell sorter (FACS) cross-match-

ing techniques.
14 The recipient undergoes standard labo-

ratory screening, EKG, and chest x-ray and is given

preoperative antibiotics, consisting of vancomycin, flu-

conazole, and tobramycin, to prevent clinical infections

from organisms that frequently reside in the donor duo-

denum. Enemas are administered until clear, and dialy-

sis is completed if necessary.

Perioperative immunosuppression consists of aza-

thioprine at 4 mg/kg, given in the operating room. One
gram of methylprednisolone is also given in the oper-

ating room, prior to the administration of the monoclo-

nal antibody Ortho-Clone T-cell 3 (OKT3). Colloid, in

the form of albumin, is the preferred intravenous fluid

during the procedure, because it appears to minimize

graft swelling.

Once the patient is anesthetized, a large-bore Foley

catheter, an arterial line, and a central venous catheter

are placed. The procedure is performed through a gener-

ous mid-line incision. A careful abdominal exploration

is done to rule out pathology and assess the status of the

iliac vessels. The external iliac artery and vein are mobi-

lized on the left for eventual implantation of the kidney.

The right iliac artery and vein are extensively mobilized

from the inguinal ligament to the vena cava bifurcation,

allowing the vein to be positioned laterally to the artery

at the completion of the dissection.
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The pancreas graft is implanted first. After comple-

tion of the vascular anastomoses, blood sugars are

carefully monitored on an hourly basis, because serum-

glucose levels typically drop 50 mg/dl each hour and

dextrose infusion may be necessary. After the duodenal

segment has been anastomosed to the dome of the blad-

der, allowing exocrine secretions to drain with the

urine, the kidney is implanted on the left side with an

extra-vesicular bladder anastomosis, using standard

techniques (Figure 1). Because SPK donors are care-

fully selected, the rate of delayed, kidney graft function

is less than 5%, and the majority of patients leave the

operating room producing urine. Peripancreatic drains

are placed prior to closure, which is done in multiple

layers. This approach has led to a low level of deep-

and superficial-wound infection.
15

Postoperative patients are monitored in the intensive

care unit for 24 hours. A nasogastric tube is left in place

until there is evidence of bowel function, and a diet is typ-

ically started by postoperative day five. Dipyridamole and

aspirin are administered for two to three weeks to reduce

the risk of graft thrombosis. After a diet is started, serum

glucoses are carefully monitored four times a day. With

the exception of one patient, who was subsequently able

to discontinue daily insulin injections three months after

transplant, patients have not required the perioperative

administration of insulin described at some other cen-

ters.
16 Once the patient is tolerating a liquid diet, oral

immunosuppressive agents are introduced, and thereafter,

other medications are converted from intravenous to oral

administration. Prophylactic antibiotics are continued for

five postoperative days, unless a specific organism is cul-

tured from the donor duodenal segment or from a drain

culture. In that case, appropriate antibiotics are continued

for two weeks. Drains are typically removed when the

drain amylase values have dropped to low levels. Lastly,

serum and urine amylase values are monitored daily to

detect any evidence of graft pancreatitis, rejection, or

other technical problems.

Postoperative immunosuppression consists of methyl-

prednisolone administered in a protocol taper. We
administer 5 mg of OKT3 (Orthoclone, Ortho Biotech,

New Jersey) daily, until an adequate level of either

cyclosporine or tacrolimus is achieved. Azathioprine is

continued intravenously at 2 mg/kg until the patient

is able to tolerate oral intake, at which time

mycophenalate mofetil (MMF) is started at 1.5 grams,

twice daily. Either cyclosporine (Neoral, Novartis,

New Jersey), or tacrolimus (Prograf, Fujisawa,

Japan), is initiated when the patient is tolerating oral

intake, and daily levels are followed. Adequate levels

are usually achieved by postoperative day ten, and the

OKT3 is discontinued. Tacrolimus, MMF (Cellcept,

Roche Laboratories, New Jersey) and prednisone have

been used more commonly in recent transplants at our

center, because we have become more proficient in

drug monitoring and the use of this immunosuppres-
sive combination. Several centers have reported a

lower rejection rate with this regimen. 17

Figure 1.—Schematic diagram of completed pancreas trans-

plant. The pancreas is anastomosed to the external iliac ves-

sels on the right side with the kidney implanted on the left.

The exocrine drainage of the pancreas is controlled by anas-

tomosis to the bladder. Alternatively, this anastomosis could

be done to the small bowel.

The bladder catheter is left in place for two weeks

post-transplant. If patients remain otherwise stable, they

can be sent home, once the OKT3 is stopped, and

re-admitted for Foley removal. Owing to sodium, bicar-

bonate, and water loss, hydration status is critical in

bladder-drained pancreas patients. Thus, they are typi-

cally discharged with an intravenous line in place for

at-home saline-administration during the first one to

four weeks. Postoperative patients should take in

between three and four liters of fluid per day. This goal

is more easily met with the at-home use of intravenous

(IV) fluid, which has further resulted in fewer early re-

admissions for dehydration. The IV is discontinued

when the patient can demonstrate a consistent daily oral

intake of the required amount of fluid.

Outpatient management consists of frequent clinic

visits in the first month after surgery. Laboratory indica-

tors of renal and pancreatic function, including a urinary

amylase, are initally followed three times a week. The

dosage of prednisone is gradually tapered over the first

6 to 12 months to 10 mg a day, as the patient tolerates.

We have recently begun using percutaneous ultrasound-

guided biopsies of the pancreas graft to guide rejection

therapy, and a system for grading the severity of rejec-

tion has been developed. 18
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TABLE 1 —Reasons for graft and patient loss*

Patient loss Kidney Loss Pancreas Loss

suicide patient death (2) patient death (3)

sudden death (2) rejection rejection

sepsis microsporidia infection microsporidia infection

malignancy HUS thrombus

microangiopathy

PTLD

infection

•For 49 patients receiving simultaneous kidney pancreas transplants from 1/95 to 1 2/96.

Overall patient survival was 94% at one year, with kidney and pancreas graft survival of 90%

at one year. HUS = hemolytic uremic syndrome, PTID = Post-transplant lymphoproliferative

disorder. Number in parentheses = number of patients. If number not noted = one patient.

Results at UCSF

Since 1989, over 140 SPK transplants have been per-

formed at UCSF, using the above described surgical

techniques and perioperative protocols. The biggest

changes over the last eight years have involved the

types of immunosuppressants used. Induction therapy

with OKT3 remains mainstay of our protocol, with

MMF and tacrolimus having come into greater use over

the last two years. We have reviewed extensively our

results in a subset of 49 patients who have received

transplants that use these newer immunosuppressive

agents. In our review of this subset, we have paid atten-

tion to patient and graft outcome, rejection rates, and

complication rates.

From January 1995 to December 1996, these 49

patients underwent SPK transplantation at UCSF. The
median age of recipients was 38 years, with a range of

24 to 5
1
years. There were 22 women and 27 men in this

subset of patients. All patients had at least 6 months of

detailed follow-up.

The overall, one-year patient survival rate was 94%.

After one year, the rate of pancreas graft survival,

defined as insulin independence, was 90%. There was

one loss in the first two weeks due to a graft thrombosis.

The rate of kidney graft survival, defined as freedom

from dialysis, was also 90%, after one year. The mean
creatinine value for patients with one year of followup

was 1.5 mg/dl and 1.4 mg/dl at two years. Table 1 shows

the reasons for patient and graft losses during the entire,

follow-up period.

All patients received OKT3 induction, maintenance

prednisone, and various combinations of azathioprine

or MMF and cyclosporine or tacrolimus. Rejection of

the pancreas was diagnosed by any combination of clin-

ical parameters and laboratory abnormalities, for we
have only recently used pancreas biopsies. We consid-

ered the following symptoms as potential indicators of

pancreas rejection: graft tenderness, fever, sustained

fall in urinary amylase to less than half of baseline, rise

in serum amylase, or rise in urine eosinophils. Kidney

rejection was documented by biopsy in the majority of

cases. After 6 months of follow-up, results indicated

that 34.7% of these 49 patients were free of rejection,

14.3% had isolated kidney rejection, 12.2% were

treated for isolated pancreas rejection, and 28.6% were

considered to have had simultaneous pancreatic and

renal allograft rejection. Multiple rejections of one or

both allografts occurred in 10.2% of these patients.

Without biopsy results to confirm pancreas rejection, it

is possible that many of the patients classified as having

kidney-only rejection may have had concurrent pan-

creas rejection, but had not yet developed clinical or

laboratory signs. Indeed, other centers have reported a

much higher rate of concurrent rejection of the two

organs. 19
In patients who experienced rejection of either

organ in the first six months post-transplant, the mean
time to the rejection was 34 days, plus or minus

5.1 days. Rejection treatment consisted of a course of

OKT3 for 7 to 10 days in 68.3% of the patients with

rejection; the rest received pulsed steroids. Most

patients received only a single course of OKT3 for

rejection, and more recently, patients undergoing rejec-

tion treatment have been given tacrolimus for mainte-

nance immunosuppression.

Complications in the post-transplant period can be

divided into technical complications, which usually appear

early, and complications of immunosuppression, which

often appear later. Only one pancreas graft was lost to

thrombosis on postoperative-day 1 0. During the follow-up

period, re-operation for surgical problems directly related

to the pancreas and kidney transplant occurred 22 times in

18 patients. Reasons included the repair of leaks at the

duodenal segment in 3 patients, conversion to enteric

drainage of pancreatic exocrine secretions in 3 patients,

lymphocoele drainage in 4 patients, transplant nephrec-

tomy in 3 patients, transplant pancreatectomy in 2 patients,

and removal of both grafts in 1 patient. Drainage of an

intra-abdominal abscess, repair of a ureteral obstruction,

re-exploration for bleeding, and repair of a wound dehis-

cence each occurred once, and two patients required

re-exploration for small bowel obstruction.

Well-recognized complications of immunosuppres-

sion include infections and malignancies. During the fol-

low-up period, 26.5% of patients had positive blood or

intravenous-line cultures, which required antibiotic treat-

ment. Most of these cultures tested positive for staphylo-

coccus epidermidis , and infection had occurred during

the initial hospitalization. Frequent urinary tract infec-

tions were very common, and 69.4% of patients had at

least one positive culture requiring treatment. Most were

treated on an outpatient basis with a ten-day course of

oral antibiotics. Four patients, however, required hospi-

talization for urosepsis and treatment with intravenous

antibiotics. Recurrent urinary tract infections require

both an evaluation with cystoscopy to rule out foreign

bodies or stones in the bladder and a determination of the

ability of the bladder to empty. Patients with poor blad-

der function and recurrent urinary infections have been

considered for enteric conversion, a procedure whereby

the duodenal segment is disconnected from the bladder

and anastomosed to the small bowel.
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Severe pulmonary infections, one caused by

aspergillus. developed in two patients, and in one patient

a deep infection developed around the pancreas, with

serratia that initially responded to drainage, but ulti-

mately led to graft loss. No superficial-wound infections

developed in this series of patients. One patient eventu-

ally died with cardiac involvement, as a result of sys-

temic microsporidia infection.

Viral infections continue to be a significant problem

in these heavily immunosuppressed patients. Biopsies

provided evidence of cytomegaloviral (CMV) infection

in the gastrointestinal tract in 8.2% of patients. Blood

cultures for CMV were positive in 18.4% of patients,

and one patient had evidence of CMV on a kidney

biopsy. These CMV infections were typically treated

with a three-week course of intravenous ganciclovir. We
are greatly concerned about the recent identification of

three patients with renal damage, secondary to polyoma

viral infections. These patients all presented with a rise

in creatinine, which led to biopsy. Histology revealed

the characteristic findings of polyoma. 20 There is, unfor-

tunately, no treatment for this virus, and the lowering of

immunosuppression has not resolved the infection in

these cases.

Malignancies have been relatively unusual in this

patient group. One patient developed a post-transplant,

lymphoproliferative disorder, which led to kidney loss.

This patient was managed with continued, low-dose

immunosuppression, consisting of prednisone alone,

and has retained pancreas function. A second patient

died of metastatic squamous-cell carcinoma of the lung,

which had not been identified preoperatively, despite an

aggressive work-up of a pleural effusion. We will not

know more about the real effect of these newer, more

potent immunosuppressants on malignancies until long-

term follow-up is available.

We know the readmission rate for SPK recipients to

be much greater than that for kidney recipients. This

relates to dehydration, metabolic derangements related

to the bladder drainage of the duodenal segment, an

increased rate of rejection, and an increased rate of

infections. During the follow-up period, 96% of patients

required readmission. The average number of readmis-

sions was 3.8 per patient, with an average rehospitaliza-

tion of 19.7 days per patient. These figures emphasize

the complex nature of the management of these patients

and the need for close, outpatient follow-up.

We further analyzed the last 15 transplants of 1997. Of
these patients, 13 received prednisone, MMF, and

tacrolimus as maintenance immunosuppression after

OKT3 induction. Follow-up time ranges from three to nine

months. There have been no patient deaths, no kidney

losses, and two pancreas losses due to thrombosis. Rejec-

tion occurred in just 4 patients (27%), only 3 of whom
required OKT3 therapy. Mean length of stay for the trans-

plant admission was 12.3 days. Readmission was necessary

in 73% of these patients, but was generally of a short dura-

tion, averaging 1 1 .2 days per patient that required readmis-

sion. This drug combination appears to have favorable,

early results in terms of graft and patient survival. The

long-term effects, as they relate to malignancies and infec-

tions, need to be determined.

Effect of SPK on Secondary Complications
of Diabetes

The greatest potential benefit of pancreas transplan-

tation is the prevention of secondary complications asso-

ciated with diabetes. By definition, most patients who
undergo SPK transplant have already progressed to end-

stage renal disease, owing to diabetic nephropathy.

These patients often display features of neuropathy,

retinopathy, gastropathy, and diabetic microangiopathy,

with a myriad of vascular diseases. The effect of optimal

glucose control following pancreas transplantation has

been evaluated for its ability either to halt the progres-

sion of or reverse some of these complications.

The recurrence of diabetic nephropathy in the trans-

planted kidneys of patients that did not receive a pancreas

transplant has been documented in many series. An
increase in the mesangial matrix density is seen in dia-

betic recipients of isolated kidney transplants, and this

lesion is prevented when a pancreas is transplanted simul-

taneously.
21

Initial reports indicated that a successful, soli-

tary pancreas transplant was unable to reverse the

established lesions of diabetic nephropathy in native kid-

neys.
22 A recent report, however, has documented histo-

logic improvement in the lesions of diabetic nephropathy

after a successful, isolated pancreas transplant and resul-

tant normoglycemia of more than five years.
23

In addition,

long-term kidney survival rates in SPK recipients tend to

be higher than those for diabetic patients receiving only

kidneys, perhaps because the quality of the donor kidneys

and the underlying health of SPK recipients are often bet-

ter. The long-term, graft-survival rate has improved,

despite a higher, acute rejection rate and higher require-

ments for increased doses of immunosuppressants. 24

Retinopathy is often far advanced by the time

patients undergo pancreas transplantation. One series,

which compared the degree of retinopathy in patients

with successful, versus failed, pancreas transplants,

reported that there was no difference in visual symptoms

over the first three years. After that time, retinopathy

stabilized in patients with successful grafts, and patients

with failed grafts had further deterioration in their

vision.
25

It appears that by the time nephropathy has

developed, retinopathy has advanced far enough for the

stabilization of retinal lesions to be the best outcome that

we can anticipate.
26

Several studies have evaluated the effect of success-

ful pancreas transplantation on diabetic polyneuropa-

thy.
27-28 Symptomatic improvement and measurable

increases in both nerve conduction velocities and sen-

sory action potentials have followed successful pancreas

transplantation. 29 Symptoms of gastroparesis often

improve as well. It must be remembered, however, that

improvement of uremia alone can have an effect on both

gastropathy and neuropathy. The degree of autonomic
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dysfunction has a negative effect on long-term survival.

Survival rates are improving, however, in patients with

autonomic dysfunction quantitated by cardiorespiratory

reflexes, who have functioning pancreas grafts.
30

Potential recipients of pancreas-kidney transplants are

carefully screened for evidence of cardiovascular disease.

It has been shown clearly that there is a high morbidity

and mortality rate in patients who have underlying cardiac

disease and receive a pancreas transplant.
3

' A successful

pancreas-kidney transplant may affect the progression of

cardiovascular lesions in patients who undergo the proce-

dure and do not have far-advanced, baseline disease. Lev-

els of serum sialic acid, a risk factor for cardiac disease,

have been shown to fall more extensively in patients who
have receive a successful kidney-pancreas transplant, as

opposed to a kidney alone.
32

Carotid lesions were com-

pared in patients following SPK versus isolated kidney

transplant. There was a progression of lesions in both

groups, but it was less pronounced in the kidney-pancreas

recipients.
33

In general, it is difficult to compare these two

groups, because many potential kidney-pancreas recipi-

ents with advanced cardiac or vascular disease are typi-

cally advised to undergo only a kidney transplant. In

addition, differences in the progression of disease may be

diluted by the adverse effects of increased steroids and

hyperinsulinemia in the pancreas-kidney groups.

Pancreas-kidney transplantation alters lipid profiles;

there is an increase in HDL cholesterol and a decrease in

plasma concentrations of cholesterol and triglycerides.
34

The use of immunosuppressive agents such as cyclo-

sporine and tacrolimus has been associated with worsen-

ing lipid profiles in recipients of kidney or liver

transplants. It is interesting, however, that lipid profiles

improve markedly in SPK patients receiving tacrolimus. 35

Another advantage of this surgery is the enhanced

quality of life enjoyed by patients who receive a suc-

cessful pancreas-kidney transplant. In a self-reporting

questionnaire, patients with a successful transplant

reported a more positive health perception, less pain,

and greater ability to function socially.
36

In addition,

there is a strong willingness on the part of patients with

failed grafts to repeat the procedure.

Summary

Simultaneous pancreas-kidney transplantation has

evolved over the last 15 years and is now a viable ther-

apeutic option for carefully selected patients. As better

drugs become available, both long-term graft- and

patient-survival continue to improve, with less rejection

and fewer immunosuppressive complications. Overall,

the procedure is more complex, has more complications

and re-hospitalizations, and a higher incidence of rejec-

tion and immunosuppression requirement than renal

transplant alone, although these increased risks are

diminishing with better patient selection and improve-

ments in technique and postoperative management. The
physiologic advantages of near-perfect glucose metabo-

lism and its potential effect on the progression of dia-

betic complications, as well as overwhelming patient

satisfaction, appear to justify these increased risks. Fur-

ther developments in solitary pancreas transplantation

will, we hope, allow for earlier intervention in the nat-

ural history of diabetes. In the meantime, all physicians

in the field of pancreas transplantation await a practical

and successful technique for transplanting islet tissue

alone, although this goal remains out of reach.
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Research Interests of Physicians in Two Practice-

Based Primary Care Research Networks

MARY S. CROUGHAN-MINIHANE, PhD; San Francisco, California; DAVID H. THOM, MD, PhD; Palo Alto, California;

and DIANA B. PETITTI, MD, MPH; Pasadena, California

Regional practice-based network research has grown significantly in the past 15 years. Previous stud-

ies have reported on characteristics of physicians who participate in network research, but little is

known about the specific a priori research interests of practicing physicians. Knowledge of such inter-

ests could be useful in planning network research studies. We conducted a mail survey to assess the

research interests of primary care physicians in two contiguous research networks at the University of

California at San Francisco (UCSF) and at Stanford University. Among 120 respondents from the UCSF
Collaborative Research Network and 85 from the Stanford Ambulatory Research Network, the most

common topics of interest were disease prevention, communication and compliance, and managed
care. Among specific conditions, heart disease, hypertension, and respiratory infection were of inter-

est to the majority of respondents. Topics not of interest to network members were obstetrics, diag-

nostic procedures, alcoholism, drug abuse, tuberculosis, male genito urinary problems, occupational

hazards, domestic violence, and AIDS and HIV. Identification of network physician research interests

can help focus research and recruitment efforts on topics of interest and provide estimates of partici-

pation levels for planning studies and preparing funding applications for research networks.

(Croughan-Minihane MS, Thom DH, Petitti DB. Research interests of physicians in two practice-based primary care

research networks. West] Med 1999; 170:19-24)

Conducting research using primary care practice-based

networks has been promoted for several reasons. The

primary reason is that research from academic settings

often fails to address the clinical questions that are most

important to primary care physicians who see patients as a

full time occupation. 1 -2 In addition, primary care research

can be difficult in academic settings because of the rela-

tively small primary care base that may not be representa-

tive of the surrounding community.

Practice-based networks, while not necessarily repre-

sentative of all practices, are believed to be more repre-

sentative than outpatient clinics in medical centers or

referral clinics.
3 The representative nature of practice-

based research has several advantages. First, it allows

the study of diseases in patients as they present to the

primary care physician, rather than a subset of patients

selected for referral on the basis of difficult or unrepre-

sentative problems. This is an important advantage

when studying diseases such as asthma, which have a

broad spectrum of severity, with the “base of the ice-

berg” seen only in the primary care setting. Second, it

allows the study of diseases, and their treatment, in a set-

ting similar to the target setting for the study’s results.

Finally, studies of clinical decision-making in commu-
nity practice settings can provide insights for incorpora-

tion into the development of practice guidelines and

serve as a testing site for implementation.4

A recent review listed 28 active practice networks in

North America. 5 Previous publications have provided

more detailed information on individual networks,

including the Dartmouth COOP Project,
6
the Ambula-

tory Sentinel Practice Network, 7
the Upper Peninsula

Research Network, 8
the Wisconsin Research Network,9

and the University of California, San Francisco (UCSF),

Collaborative Research Network. 10 The structure and

nature of the various networks differ. For example, the

Upper Peninsula Research Network is composed of fam-

ily physicians who teach or precept students from the

Upper Peninsula Campus of the Michigan State Univer-

sity College of Human Medicine. 8
In contrast, the Wis-

consin Research Network was established by the Wis-

consin Academy of Family Physicians, and participating

From the Department of Family and Community Medicine (Drs Croughan-Minihane and Petitti), the University of California, San Francisco; the Department of Med-
icine (Dr Thom), Division of Family Medicine. Stanford University, Palo Alto. Dr Petitti is now with the Division of Research and Evaluation, Kaiser Permanente,
Pasadena, California.

Reprint requests to Dr. Mary Croughan-Minihane, Department of Family and Community Medicine, MU-3E, Box 0900. University of California, San Francisco, CA
94143-0900 (e-mail: mscroug@itsa.ucf.edu).
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primary care physicians are drawn from practicing

physicians throughout the state, without regard to acad-

emic ties.
9

While the articles cited above have provided details

on the structure of various networks, and their accom-

plishments have been highlighted in original research

publications,
11-19

little has been published about the

research interests of primary care physicians within the

various networks. We believe that knowing the research

interests of network physicians is critical to performing

individual studies. Personal interest in the topic, rele-

vance to one’s practice, and "buying in” to the study

enhances the research experience of the physician and

facilitates conduct of the study. A previous study 10 of one

of our networks found that 40% of family physicians

serving on the clinical faculty were interested in partici-

pating in collaborative research, with more than half of

the physicians willing to participate in randomized trials

(63%), patient surveys (60%), evaluation of physician

practices (59%), patient referral to research conducted

elsewhere (54%), or chart reviews (53%). To our knowl-

edge, no study has assessed network physician interest in

specific research topics. The purpose of our study was to

characterize physicians and their practices and to deter-

mine specific research interests, thereby assessing the

feasibility of conducting collaborative research on partic-

ular topics and enhancing linkages between investigators

and practicing physicians with similar research interests.

Methods

Network Development

Two geographically contiguous, nonoverlapping, col-

laborative research networks have evolved in the Greater

San Francisco Bay Area of California: the UCSF Collab-

orative Research Network of the Department of Family

and Community Medicine at UCSF, and the Stanford

Ambulatory Research Network of the Division of Family

Medicine at Stanford University. Membership in one net-

work precludes membership in the other.

In 1984, a faculty member (D.B.R) in the Department

of Family and Community Medicine at UCSF began to

identify office-based physicians in the greater San Fran-

cisco Bay area who had an interest in participating in

practice-based research.
10 Physicians with volunteer clin-

ical appointments in the department were the primary

source of physician members of the network. Member-
ship was supplemented by personal referral from other

physicians and faculty. A number of primary care

internists with clinical appointments in the Department

of Medicine were added to the pool of network physi-

cians in 1986. The UCSF Network currently is governed

by an advisory committee, which comprises practice-

based physicians who are members of the Network and

university-based researchers in the Department of Fam-
ily and Community Medicine. A semi-annual newsletter

is sent to each participating physician as a method of

maintaining interest and as a recruiting device.

A faculty member (D.H.T.) in the Division of Family

Medicine at Stanford University surveyed all identified

office-based family practice physicians in the local area

(i.e., Santa Clara and southern San Mateo counties) to

ascertain physicians who were interested in participating

in office-based research. Physicians were identified from

the 1993 Directory of Diplomates, American Board of
Family Practice , the American Academy ofFamily Physi-

cians 1992-93 Membership Directory
, the county med-

ical associations for the geographic area surveyed, and

current business listings for family practice and general

practice in local telephone directories. Excluded from the

list were family medicine residents and family physicians

in residency or university-based practices (n = 1 2). Of the

307 physicians sent surveys, 206 (67%) responded after

two mailings, of which 176 physicians (85%) were in

practice. Among the 176 responding physicians, 85 (48%)
stated that they were interested in office-based research.

These 85 primary care physicians made up the new Stan-

ford Ambulatory Research Network.

Survey Methodology

After formation of the UCSF Collaborative Research

Network, it became necessary to update membership

enrollment and information in the network database on a

regular basis. D.B.P. and M.S.C.-M. assembled a new list

consisting of physicians with active, unpaid appoint-

ments on the clinical faculty in the Department of Fam-

ily and Community Medicine at UCSF and primary care

physicians who had previously participated in department-

sponsored practice-based studies. Physicians with specialty

certification in pediatrics, surgery, psychiatry, and obstet-

rics and gynecology were then excluded (unless the physi-

cian was also certified in family practice or internal medi-

cine). A mailed survey was sent to the 347 physicians who
made up the list. Responses to this survey and phone fol-

low-up were used to determine whether each physician was

eligible to be a member of the UCSF Network by virtue of

being involved in the delivery of primary care services and,

if eligible, whether he or she was interested in participating

in practice-based research. Of the 347 physicians surveyed

by UCSF, 27 had moved and could not be located and 43

were not involved in primary care. Of the remaining 277

physicians, 55 (20%) did not respond to two mailings and

a phone follow-up. and 1 02 physicians stated they were not

interested in practice-based research.

The 120 eligible physicians with an interest in practice-

based research completed a survey asking for information

on themselves, the organization of their practice, and the

characteristics of the patients in their practice. Previous

research with a subgroup of these physicians indicated that

their estimates of practice characteristics were valid when

compared with an on-site audit (unpublished data). They

were also asked to rate their level of interest in participat-

ing in research on each of 34 topic areas on a 1 to 5 Likert

scale (1 = very interested. 5 = not at all interested). The

topic areas were stated as short phrases, and included spe-

cific diseases or conditions (e.g., tuberculosis, domestic

violence), specific patient subpopulations (e.g., adolescent
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TABLE 1 .—Physician and Practice Characteristics for Members of

the UCSF and Stanford Networks*

UCSF Stanford

n 120 85

Age (years) 45 + 8 45 + 11

Sex (M/W) 104/16 59/26

Graduated from medical school after 1975 57 54

Board-certified 96 80

Specialty

Family medicine 75 93

Internal medicine 11 1

Other 14 6

Group practice 64 68

Patient visits per week 97 + 44 97 + 37

•Data are means ± SD or %.

medicine), and areas related to the process of medical care

(e.g., computerized medical records). The 120 responding

physicians made up the new and ongoing members of the

UCSF Collaborative Research Network.

A modified version of the UCSF survey instrument

was completed by the 85 physicians who indicated an

interest in office-based research in the survey of family

physicians done by Stanford University. In addition, this

survey contained an open-ended question asking physi-

cians for additional research topics in which they were

interested in participating.

Analytic Strategy

Responses from the UCSF and Stanford surveys were

entered into individual databases at each site, then merged

into a single database. When identical questions were

asked on each of the two surveys, answers were coded in

an identical manner. When survey questions differed,

common categories were developed for the two surveys.

Categorical variables were analyzed using the x
2
statistic

and Fisher’s exact test. Continuous variables with normal

distributions were analyzed using Student’s t test and

analysis of variance. The Wilcoxon rank sum test was

used to test the significance of differences in scales of

research topic interest, because the scales were not nor-

mally distributed.

Results

The demographic characteristics and practice charac-

teristics of physician members of the UCSF Collaborative

Research Network and the Stanford Ambulatory Research

Network (Table 1) are quite similar with regard to physi-

cian’s mean age, time since medical school graduation,

proportion in group practice, and patient volume. A
slightly larger proportion of Stanford Network members
are women (26% versus 16%) and fewer Stanford Net-

work members are board certified (80% versus 96%). The

UCSF Network has greater diversity in board certification.

TABLE 2 .—Average Physician Estimates of Patient Age, Ethnicity,

and Payment Arrangement Categories for the UCSF and

Stanford Networks*

UCSF Stanford

n . 120 85

Patient age categories

Children (<1 3 years) .12 + 1 14 + 1

Adolescents (1 4-1 8 years) ..8 + 1 10 ± 1

Adults (19-64 years) .60 + 2 58 + 2

Older adults (>65 years) .19 + 2 18 + 2

Patient ethnic categories (%)

Non-Hispanic white .61+3 63 + 2

Hispanic .19 + 2 18 + 2

Asian/Pacific Islander ..9 + 1 13 ± 2

African American ..8 + 1 5 ± 1

Other ..1+0 1 ±1

Payment arrangement categories (%)

Fee for service .32 + 2 19 + 2

Prepaid private insurance .25 + 2 50 + 3

No insurance .13 + 2 10 + 2

Medicare ..9 + 1 12 ± 1

Medicaid .14 + 2 6 ± 2

Other . . 3 + 1 3 ± 1

‘Data are mean % ± $E. Percentages do not always add to 1 00: not all of the origi-

nal physician estimates totaled 1 00% and results were rounded.

Physician estimates of the distribution of patient age

categories, ethnic categories, and payment arrangement

categories are provided in Table 2. The majority of

patients are estimated to be between 19 and 64 years of

age, with nearly identical age distributions between the

UCSF and Stanford networks. More than 60% of

patients in both networks are reported to be non-His-

panic white. Patient payment arrangements are signifi-

cantly different: Stanford Network members estimated a

higher proportion of prepaid private insurance patients

(50% versus 25%) and a lower proportion of fee for service

(19% versus 32%) and Medicaid patients (6% versus 14%)

than UCSF Network members.

Table 3 indicates the percentage of network members

who indicated that they were interested or very interested

(scores of 1 or 2 on a 5-point scale) in a particular research

topic, either specified on the questionnaire or that they

chose to write in. We categorized the topics according to

five general groupings for ease of interpretation. The

“other interests” category yielded 26 separate interest

areas, of which only one (sexually transmitted diseases)

was suggested by three respondents; another six topics

were suggested by two physicians each.

Relatively high percentages of physicians in both net-

works were interested in a variety of topics. When the

same topics were listed on both surveys, members of the

two networks ranked them similarly. In addition, the top

five interests in both networks were similar: smoking

cessation, doctor-patient communication, hypertension.
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TABLE 3 .—Research Topics of Interest to Network Members*

UCSF Stanford

n . . 120 85

Disease prevention and health education

Alcoholism . . . 22.2 —
Diet/dietary change . . . 50.5 -
Disease prevention ...— 78.0

Domestic violence . .
.— 27.5

Drug abuse ...27.6 —
Health education . . . 51.4 70.6

Occupational hazards . . . 29.0 —
Smoking . . . 57.7 -

Doctor-patient relationships

Doctor-patient communication . . . 57.1 65.9

Patient compliance ...- 52.5

Psychosocial care . . . 27.8 —
Specific Patient Populations

Adolescent medicine . . . 29.3 —
Geriatrics . . . 39.4 —
Gynecology . . . 42.0 -
Obstetrics . . . 31.7 —
Pediatrics . . . 35.4 —
Sports medicine . . . 37.6 —

Practice and practice management

Computer/records . . . 40.0 —
Diagnostic procedures . . . 47.2 -
General office medicine . . . 54.1 —
Lab tests/results . . . 38.0 —
Managed care ...— 51.8

Organizational/practice . . . 40.5 -
Payment/economics . . . 39.0 —
Quality assurance . . . 48.5 -

Specific conditions

AIDS/HIV . . . 28.7 26.0

Arthritis . . . 26.3 —
Cancer . . . 32.0 —
Diabetes . . . 49.5 —
Heart disease . . . 44.4 50.6

Hypertension . . . 56.4 54.9

Male genito-urinary problems . . . 30.3 -
Obesity and management . . . 34.3 —
Osteoporosis 45.1

Pain management . . . 39.4 49.4

Peptic ulcer/dyspepsia 40.2

Respiratory infections 53.0

Sexually transmitted disease . . . 33.3 —
Tuberculosis . . . 23.7 —
Upper respiratory infection . . . 30.3

Urinary incontinence . .
.— 29.3

Urinary tract infection . . . 32.0 —

‘Data are %.

general office medicine, and patient education were the

top five interests for UCSF Network members while dis-

ease prevention, health education, doctor-patient com-

munication, hypertension, and respiratory infections

were the top five interests for Stanford Network mem-
bers. Examining the median scores for the four broad

categories of interest that contained responses from

members of both networks, the highest interest was in

research on practice and practice management (median

score 2.7 for UCSF and 2.0 for Stanford), followed by

disease prevention and health education (2.8 for UCSF
and 2.3 for Stanford), specific disease conditions (2.9 for

both UCSF and Stanford), and doctor-patient relation-

ships (3.5 for UCSF and 2.2 for Stanford).

Exploratory analyses were conducted to compare

research interests of physicians by specialty (internal med-

icine vs. family practice), percent of patients in managed
care (above or below group median), previous research

experience, and sex. Differences in research interests by

specialty were consistent with the differences in patient

populations seen: family physicians were more interested

in obstetrics-gynecology and pediatric topics. Percent of

patients in managed care did not appear to have any con-

sistent influence on topics chosen. Physicians with previous

research experience reported a greater interest in specific

condition topics as a group (P = 0.01) that reflected a

slightly greater interest in virtually every topic listed. Male

and female physicians were generally similar in the pro-

portion interested or very interested in each topic, with the

exceptions of osteoporosis (62% women versus 39% men,

P = 0.06), urinary incontinence (50% women versus 22%
men, P = 0.01), health education (86% women versus 65%
men, P = 0.06), and patient-physician communication

(7 1% women versus 46% men, P = 0.04).

Since it is equally important to note specific topics not

of interest to a large proportion of network members.

Table 4 presents the percentage who indicated that they

were not or not at all interested in a particular topic

(scores of 4 or 5 on a 5-point scale). Overall, generally

low percentages of physicians in both networks indicated

that they were not interested in specific topics. Research

topics that were not of interest to more than 40% of

UCSF Network members were obstetrics, diagnostic pro-

cedures, alcoholism, drug abuse, tuberculosis, male gen-

ito-urinary problems, occupational hazards, and AIDS
and HIV. Although a smaller number of topics was

offered to Stanford Network members, more than 40%
were not or not at all interested in only AIDS and HIV
and domestic violence.

Of UCSF Network members, 67% had participated in

at least one research study in the past, 33% in two or

more; 48% of Stanford Network members had partici-

pated in at least one research study in the past. Mem-
bers’ responses to queries on factors influencing the

likelihood of research participation were very similar

between the networks. Approximately 50% felt that con-

tinuing medical education credit, fulfillment of clinical

faculty appointment hour requirements, or paid hono-

raria would increase or greatly increase their likelihood

of participating in studies. Thus approximately 50%
would not have their participation influenced by any of

these factors.
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TABLE 4 —Research Topics Not of Interest to Network Members*

UCSF Stanford

n ...120 85

Disease prevention and health education

Alcoholism . . . . 49.5 —
Diet/dietary change . . .

.

25.7 -
Disease prevention . . .

.- 7.4

Domestic violence — 41.3

Drug abuse . . . . 49.0 —
Health education . . . . 15.3 10.6

Occupational hazards . . . . 42.0 —
Smoking ....18.2 —

Doctor-patient relationships

Doctor-patient communication . ... 17.2 9.7

Patient compliance . . .
.— 8.7

Psychosocial care . . .

.

36.1 —
Specific patient populations

Adolescent medicine . . .

.

37.3 —
Geriatrics . . .

.

32.3 —
Gynecology . . .

.

26.0 —
Obstetrics . . .

.

58.6 —
Pediatrics . . .

.

36.5 —
Sports medicine . . .

.

38.6 —
Practice and practice management

Computer/records . . .

.

37.2 —
Diagnostic procedures . . .

.

50.8 —
General office medicine ....18.4 —
Lab tests/results . . .

.

27.0 —
Managed care — 19.3

Organizational/practice . . .

.

32.7 —
Payment/economics . . .

.

37.2 —
Quality assurance . . .

.

25.8 —
Specific conditions

AIDS/HIV . ... 41.6 45.5

Arthritis . . .

.

35.4 —
Cancer . . .

.

29.9 —
Diabetes . . .

.

26.2 —
Heart disease . . .

.

24.2 13.5

Hypertension . . . . 14.9 15.9

Male genito-urinary problem . . . . 42.4 —
Obesity and management . . .

.

27.8 —
Osteoporosis . . .

.— 23.2

Pain management . . .

.

35.6 21.7

Peptic ulcer/dyspepsia ....— 23.2

Respiratory infections .... — 16.8

Sexually transmitted disease . . .

.

25.3 —
Tuberculosis . . . . 46.4 —
Upper respiratory infections . . .

.

30.3 —
Urinary incontinence — 34.2

Urinary tract infection . . .

.

24.8 -

'Data are %.

Discussion

Identification of network physician research interests a

priori can help focus research and recruitment efforts on

topics of interest and provide estimates of participation

levels for study planning and grant proposals. It is

notable, though perhaps not surprising, that for physicians

from both the UCSF and Stanford networks, the topics of

interest to the greatest proportion of physicians were gen-

erally concerned with non-disease-specific areas of dis-

ease prevention, communication and compliance, and

managed care. Among specific conditions, only three of

the most common conditions (heart disease, hypertension,

and respiratory infection) were chosen by >50% of

respondents. Additional areas of potentially greater inter-

est to researchers and funding agencies, namely domestic

violence, AIDS, alcoholism, drug abuse, tuberculosis, and

urinary incontinence, were relatively unpopular, being

chosen by <30% of respondents.

Asking physicians to rank their interests from a list of

topics, as was done in the current study, has the advan-

tage of specificity of responses, thereby avoiding the

dispersion of topics that might occur with an open-ended

format. In the Stanford survey, an additional question

asking for other topics of interests yielded 26 separate

interest areas, of which only one (sexually transmitted

diseases) was suggested by three respondents.

It is important to note that interest in a topic area is not

synonymous with willingness to participate in a specific

study. The latter would likely depend on the specific

hypothesis, methods employed, and resources required to

participate. To the extent self-reported interests reflect

physician willingness to participate in specific studies,

this information can prove quite helpful to networks as

they plan studies and prepare funding applications.

The representative nature of practice-based research

networks with regard to other physicians interested in pri-

mary care research, as well as those in office-based prac-

tice, has been addressed previously.
19 The UCSF and

Stanford networks are two relatively small, similar

research networks located in a single geographic area. As
such, the results may not be generalizable to geographi-

cally dispersed networks or networks in areas with less

managed care. For example, the proportion of our net-

work members in group practices is nearly double the

national figure. Members of the UCSF and Stanford net-

works do, however, have characteristics comparable to

national norms provided for family physicians, general

practitioners, and general internists
20 with regard to physi-

cian demographic characteristics and average number of

patient visits per week. Our network member characteris-

tics are also comparable to those of members of Ambula-

tory Sentinel Practice Network, a binational practice-

based primary care research network comprised of 72

practices in the United States.
21 Furthermore, Ambulatory

Sentinel Practice Network members have been found to

be comparable to general and family practices included in

the National Ambulatory Medical Care Survey, 19

although patients seen by our Network members represent

a more ethnically diverse population than do the Ambula-
tory Sentinel Practice Network or the National Ambula-
tory Medical Care Survey.

Physician and practice characteristics have been

reported in the current study to allow the reader to compare



24 WJM, January 1999—'Vo I 170, No. 1 Practice-Based Regional Network Research Interests—Croughan-Minihane et al

results of our study with the research interests of other

network physicians. The 120 members of the UCSF Col-

laborative Research Network and the 85 members of the

Stanford Ambulatory Research Network are primarily in

small group practices, serving predominantly non-His-

panic white populations in private, prepaid, or fee-for-ser-

vice settings. This broad-brush portrait, however, belies

the diversity of the physicians, their patients, and their

practices. Also diverse are the interests of the physicians

in various topics that are of importance in primary care.

The diverse nature of the physicians, practices, and

patients, coupled with their high level of interest in

research participation, suggests that the groups constitute

a rich resource for conduct of practice-based research.
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Relationship Between Earlier and Later Mammography
Screening—California Medicare, 1992 Through 1994

JENNIFER D. PARKER, PhD; Hyattsville, Maryland; FABIO SABOGAL, PhD; and TEBEB GEBRETSADIK, MPH;

San Francisco, California

Regular screening mammography is recommended to reduce breast cancer mortality. Although pre-

dictors of mammography have been studied, factors that influence adherence to guidelines are less

understood. We examined the relationship between an index mammogram and subsequent mammo-
grams among California Medicare beneficiaries. Medicare billing data for 1992, 1993, and 1994 were

used to estimate the association between screening mammography in 1992 and subsequent screen-

ing in 1993 or 1994. We found that women with a 1992 mammogram were more than twice as likely

to have a mammogram in 1993 or 1994 than women without a 1992 mammogram (relative risk =

2.58; 95% confidence interval, 2.57-2.59). This relationship was somewhat stronger for black women
compared with white women and increased with age. Although further study of regular screening

patterns is needed, these findings provide some evidence that encouraging a single mammogram may
lead to continued adherence.

(Parker JD, Sabogal F, Gebretsadik T. Relationship between earlier and later mammography screening—California

Medicare, 1 992 through 1 994. West
J
Med 1 999; 1 70:25-27)

S
creening mammography significantly reduces breast

cancer mortality in women 50 to 74 years of age.
1 '2

As a result, routine mammography screening for women
older than 40 years is widely recommended. 2 3

Despite Medicare coverage for biennial screening

mammography between 1991 and 1997 (as of January

1998, Medicare covers annual screening mammograms),
fewer than 40% of eligible beneficiaries had at least one

mammogram in a two-year period.
4 Several studies have

documented predictors of screening mammography in

the Medicare population,
5-8

but less is known about sub-

sequent screening among these women. 9-11 A recent

study of low-income women found that 45% had subse-

quent screening mammography during the 15-month fol-

low-up. 9 A different study of women older than 40 years

found a single screening mammogram was the strongest

predictor of screening two years later.
11

We examined the relationship between mammography
in a single year and mammography in a subsequent two-

year period among a large group of California Medicare

beneficiaries. Knowledge about the relationship between

a single mammogram and subsequent screenings at rec-

ommended intervals provides insight into the possible

long-term effects of outreach efforts and an indication of

how useful an index of mammography screening during a

single year is for inferences about future screening.

Methods

We used billing data from the Health Care Financing

Administration for 1992, 1993, and 1994 to identify mam-
mograms among Medicare beneficiaries in California. Our

study population began with 1,360,448 female beneficia-

ries aged 65 years or older in January 1992 and alive

through December 1994. We excluded women enrolled in

a health maintenance organization at any time during the

three years (37%) because the Health Care Financing

Administration does not receive bills for services provided

under managed care contracts. We also excluded women
who had more than one mammogram during any six-

month period between 1992 and 1994. This exclusion was

made to reduce potential bias of including women with

clinical indications that require screening mammography
at closer intervals (about 1%). Our final study group com-

prised 845,442 California women.

Our main predictor, earlier screening mammography,
was defined as at least one mammogram in 1992. Our out-

come measure, later screening mammography, was

defined as at least one mammogram in 1993 or 1994. All

mammograms were combined for this analysis because

screening and diagnostic mammography claims are diffi-

cult to distinguish in Medicare files.
4 Although race is

available from the Medicare file, coding for groups other
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TABLE 1 .—Percentage of Distribution and Percentage of

Mammography Screening in 1 992 (Annual) and 1 993 or 1 994

(Biennial)

Distribution, % Mammography, %

Race and Age n = 845,442 1992 1 993 or 1994

All* 100.0 28.8 39.9

Race

Black .... 4.8 19.2 29.7

White .... 88.0 30.1 41.3

Age, y*

65 to 69 .

.

29.3 35.4 50.3

70 to 74 .

.

26.4 33.5 46.9

75 to 79 .

.

20.3 28.3 38.8

80 to 84 .

.

13.5 20.4 27.2

>85 10.5 9.8 11.8

‘Includes races other than black or white.

than black or white is considered unreliable.
12

In addition

to reporting the mean age of these women, we categorized

age into five-year intervals to ease some presentations.

We used Mantel-Haenszel methods 13
to estimate the

association between later and earlier screening mam-
mography, adjusted for age and race.

Results

Within this study group, about 29% had a mammo-
gram in 1992 (Table 1). There were statistically signifi-

cant differences, however, in screening within age and

race categories. For example, fewer black women than

white women had mammograms, and fewer older women
than younger women had mammograms.

Although the mean age of these women was 74.6 years

in 1992, women who had a mammogram in 1992 were

younger (72.6 years) than women who did not have a

mammogram (75.4 years). Despite racial differences in

mammography use, the mean age of black women
(74.5 years) was similar to that of white women (74.7 years).

Furthermore, although black women and white women
who had a mammogram in 1992 were close in age (72.8

and 72.6 years, respectively), black women who did not

have a mammogram in 1992 were younger (74.9 years)

than their white counterparts (75.6 years).

About 10% more women were screened during the

subsequent two-year period, 1993 to 1994 (39.9%);

however, the relationships between screening and the

covariates age and race were similar for both annual and

biennial screening (Table 1).

Of the women with earlier screening, more than 70%
had subsequent screening (Table 2). Of women without a

mammogram in 1992, however, only 27.4% had a later

mammogram. When adjusted for race and age, women
with a 1992 mammogram were 2.3 times more likely to

have another screening mammogram in 1993 or 1994 than

women without the 1992 mammogram. Adjustment led to

similar estimates among stratified age groups, but not race

groups. This result indicates that age, but not race, affects

the relationship between earlier and later screening.

Although the overall mammography rates decrease

with age, the importance of the earlier mammogram in

predicting later mammograms increases. Among the

younger women, those with an earlier mammogram were

about twice as likely to have a later mammogram than

those without the earlier mammogram; whereas among the

oldest age group, women with an early mammogram were

nearly six times as likely to have a later mammogram. The

effects of earlier screening on later screening was slightly

stronger among black women than among white women,

despite their overall lower mammography use.

Discussion

This study provides recent information about subse-

quent screening mammography among a large number of

TABLE 2.—Relative Risks for Mammography Screening in 1 993 or 1 994 by Mammography Screening in 1 992

Mammography in 1 993 or / 994, % Relative Risk (95% Confidence Interval)

Age and Race Mammogram in 1 992 No Mammogram in 1 992 Unadjusted Adjusted
*

Allt 70.8 27.4 2.58 (2.57-2.59) 2.27 (2.26-2.28)

Race

Black 61.7 22.1 2.79 (2.71-2.87) 2.60 (2.52-2.67)

White 71.5 28.3 2.53 (2.51-2.54) 2.25 (2.23-2.26)

Age, yt

65 to 69 75.3 36.7 2.05 (2.04-2.07) 2.02 (2.00-2.03)

70 to 74 73.4 33.5 2.19(2.17-2.21) 2.16(2.14-2.18)

75 to 79 68.1 27.3 2.50 (2.47-2.52) 2.46 (2.43-2.49)

80 to 84 60.0 18.7 3.21 (3.14-3.27) 3.78 (3.12-3.23)

>85 46.4 8.0 5.81 (5.62-6.02) 5.75 (5.59-6.95)

'All: adjusted for age and race; race: adjusted for age; age: adjusted for race,

tlndudes races other than black and white.
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Medicare beneficiaries. We demonstrated that beneficiaries

with an earlier mammogram are more than twice as likely

to have a later mammogram as beneficiaries without an

earlier mammogram. This finding is strongest among
older women and black women, groups with lower overall

screening rates. We found a much higher rate of subse-

quent screening mammography among this population of

Medicare women (about 70%) than in an earlier study of

low-income women (in which 45% of women had subse-

quent screening mammograms).9 Our finding, however, is

consistent with results from Sherboume and colleagues,

who found mammography at the beginning of their study

period to be the strongest predictor of mammography two

years later.
11 This relationship has important implications

for the long-term benefits of cancer screening programs;

reducing barriers for women who have never been

screened may promote long-term adherence to cancer

screening guidelines.

We found the relationship between the earlier and

later mammograms increased with age. Because mor-

bidity increases with age, however, a possible explana-

tion is that the same disabilities that prevent the index

mammogram prevent subsequent mammograms.
One explanation for these results is the effects of the

physician recommendation 14 on screening, which could

explain, in part, these results; women with physicians

who recommend the first mammogram may have the

same physician recommending the later mammograms.
On the other hand, it could be that one physician recom-

mendation leads to long-term adherence to screening

guidelines.

One limitation of Medicare claims data is the proba-

ble underestimate of mammography; beneficiaries with

mammograms paid for by other sources—out-of-pocket,

subsidized or free programs, or private insurance—are

not included in our mammography count.4 This under-

count would make our finding appear stronger than the

actual relationship. In addition, the effects of managed
care enrollment on statewide estimates are unknown. We
have no comparable information about screening mam-
mography for women enrolled in a managed care pro-

gram. Indeed, for both these reasons, it is more accurate

to phrase our results in mammography bills: women
with one Medicare-billed mammogram are more likely

to have Medicare-billed mammograms in subsequent

years than women without the first billed mammogram.
As a corollary, the relatively high cost of a mammogram
increases incentives to obtain Medicare coverage.

We show that efforts to increase mammography use

may have long-term effects. Early screening mammog-
raphy is an important predictor of later screening mam-
mography. Further study of factors that affect this

relationship would enable health educators to aim more

effectively their efforts toward adherence to screening

mammography. Nonetheless, this evidence fuels opti-

mism that our short-term interventions may lead to long-

term benefits for older women.
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Mental Illness in Elementary-School-Aged Children

ANAND CHABRA, MD, MPH; GILBERTO F. CHAVEZ, MD, MPH; and EMILY S. HARRIS, MD; Sacramento
, California

We conducted a retrospective analysis of 1992 hospital discharge data to determine the incidence of

mental illness hospitalizations among elementary-school-aged children and to analyze differences in

hospital use by selected population characteristics. We analyzed population-based records of hospi-

talizations of 6- to 12-year-olds (n = 4,460) with a principal diagnosis of mental illness and calculated

relative risks (RRs) for hospitalization by sex, race/ethnicity, and payment source. Mental illnesses

accounted for 8.1% of hospitalizations and 28.9% of hospital days for 6- to 12-year-olds. Hospital

charges totaled $85 million. Boys had a higher risk of mental illness hospitalization than girls (RR 1.96;

95% confidence interval [Cl] 1.84-2.08). Latino children had a lower risk than whites (RR 0.22; 95%
Cl 0.20-0.24), as did children in the "Asian/other" group (RR 0.12, 95% Cl 0.10-0.15). Inpatient hos-

pitalizations for mental illness have a major impact on hospital morbidity for elementary-school-age

children. Boys are overrepresented and Latinos and Asians/others are underrepresented among men-
tal illness hospitalizations. Clinical implications for these findings and barriers to the delivery of inpa-

tient mental health care are discussed.

(Chabra A, Chavez GF, Harris ES. Mental illness in elementary-school-aged children. West
J
Med 1 70:28-34)

The mental health needs of children in the United

States remain largely unmet or underserved. 1 - 2

Prevalence estimates in both industrialized and develop-

ing countries suggest that as many as 14% to 20% of

children and teenagers meet criteria for one or more

mental health disorders, 3 -4 findings that hold true for

young people in the United States.
3 According to uti-

lization data, only 20% to 40% of US children and

teenagers receive the inpatient or outpatient mental

health services they require.
2 -5

In this article, we exam-

ine inpatient psychiatric hospitalization of elementary-

school-age children (aged 6 to 12 years) in an effort to

better understand the intensive services provided to this

age group.

Inpatient hospitalization for the treatment of childhood

mental illnesses is generally limited to children who are

unsafe or acutely disturbed, who require skilled observa-

tion and assessment throughout the day, or who need

rapid intervention during crisis situations. Additional rea-

sons for inpatient care include accessibility to general

hospital services, controlled initiation of psychotropic

medication, treatment for severe psychosomatic disor-

ders, and links with outpatient services.
6 One review of

hospital admissions from the late 1970s and early 1980s

showed that hospitalized children had a high incidence of

a history of assaultive and suicidal behavior, poor acade-

mic performance, noncompliant behavior, organic

involvement, and multiple family disruptions and separa-

tions.
7 Another review noted that in most studies boys

hospitalized for mental illness outnumbered girls and that

common primary diagnoses for those hospitalizations

included the spectrum of behavior disorders (e.g., atten-

tion-deficit disorder, adjustment disorder, conduct disor-

der) and emotional disorders (e.g., major depression,

dysthymia). 8 Many of these children are followed by mul-

tiple community agencies, and many are the victims of

neglect or abuse.
6 Previous studies of the hospitalization

of children for mental illness have focused on the use of

general hospitals for child psychiatric inpatient treat-

ment,910 length of stay,
11-18 and the effect of insurance

benefits on hospital use.
19 -20

Limited data, however, are available on race and eth-

nic differences in hospitalization rates for children. Two
studies found that 72% to 82% of psychiatric hospital-

izations were for whites.
20 -21 One of the studies found no

difference between blacks and whites or between His-

panic/other groups and whites in the probability of chil-

dren using inpatient services for child psychiatric

From the California Department of Health Services (Drs Chabra and Chavez), Maternal and Child Health Branch, Sacramento, California; the Pregnancy and Infant

Health Branch (Dr Chavez). Division of Reproductive Health. National Center for Chronic Disease Prevention and Health Promotion, Centers for Disease Control and

Prevention. Atlanta, Georgia; and the Division of Child. Adolescent and Family Psychiatry (Dr Harris). Department of Psychiatry. University of California at Davis, Sacra-

mento. California.

Reprint requests to Dr. Chabra, California Department of Health Services, Maternal and Child Health Branch. 2151 Berkeley Way. Annex 4. Room 200. Berkeley, CA
94704-1011 (e-mail: achabra@hwl.cahwnet.gov).

This research was supported by funds from the California Department of Health Services, Maternal and Child Health Branch.



WJM, January 1999—Vol 170, No. 1 Mental Illness in Elementary-School-Aged Children—Chabra et al 29

disorders.
20 Our literature review did not uncover any

population-based data addressing racial and ethnic dif-

ferences in hospitalizations for mental illness among
children of elementary school age.

We conducted this population-based descriptive epi-

demiologic study to evaluate recent patterns of hospital-

ization for mental illness among young school-age

children in California. We were interested in identifying

the psychiatric diagnoses resulting in hospitalization, the

racial/ethnic and sex differences in the relative risk (RR)

for hospitalization, and the financial effect of the hospi-

talizations on the health care delivery system.

Methods

We obtained data on all hospital discharges from non-

federal, acute care hospitals in California during 1992

from the California Office of Statewide Health Planning

and Development. Records were selected for all patients

aged 6 to 12 years with a principal discharge diagnosis

of mental illness according to International Classifica-

tion of Diseases , 9th Revision, Clinical Modification

(.ICD-9-CM) codes 290 through 319. We identified

4,460 hospital discharges that met our selection criteria.

The 1 1 state hospitals operated by the Department of

Developmental Services and the Department of Mental

Health, which serve the more severely mentally disor-

dered and developmentally disabled clients, are not rep-

resented in the above data, so we obtained data on

hospitalizations for 6- to 12-year-olds from those insti-

tutions to create a more complete picture of childhood

mental illness hospitalizations. The Department of Men-
tal Health reported a total of 19 children aged 6 to 12

years discharged in 1992, and the Department of Devel-

opmental Services reported a total of 32 children aged 6

to 12 years.

For our study, we reclassified ICD-9-CM codes into

broader diagnostic categories, primarily by using criteria

from the Diagnostic and Statistical Manual of Mental

Disorders, Third Edition, Revised (DSM-III-R ).
22 Each of

the seven diagnostic categories—depressive, disruptive

behavior, anxiety, adjustment, psychotic, impulse control,

and bipolar disorders—contained >100 cases and together

accounted for 89.5% of mental illness diagnoses. The

remaining ICD-9-CM codes were analyzed separately.

We divided race into four racial/ethnic groups and

coded each group: white, African American, Latino (His-

panic), and Asian/other (Native American/Eskimo,

Asian, other). We also divided the expected payment

source into four groups and coded each group: fee-for-

service (self-pay and private insurance), Medi-Cal (Med-

icaid), health maintenance organizations (HMO) and

prepaid health plans (PHP), and other (e.g.. Civilian

Health and Medical Program of the Uniformed Services,

Short-Doyle funds). We followed guidelines of the

Office of Statewide Health Planning and Development

and coded patients receiving services through an

HMO/PHP but covered by Medi-Cal as Medi-Cal.

Because Kaiser Permanente Hospitals and Shriners Chil-

dren’s Hospitals are exempted by the state guidelines

from reporting hospital charges, we excluded cases from

those institutions (n = 43) from analyses of mean and

total hospital charges. For hospitalizations of more than

365 days (n - 3), total hospital charges covered only the

last 365 days.23

Data on the subset of hospital discharges containing

unique identifiers were analyzed to compare children with

one hospitalization for mental illness in 1992 and those

with more than one hospitalization for mental illness in

that year. Percentages by race/ethnicity and sex were cal-

culated for 1,932 children with one mental illness hospi-

talization in 1992 and for 350 children with multiple

mental illness hospitalizations. (The records of 33 chil-

dren were not included in the latter calculation because

they contained inconsistencies in sex or racial/ethnic cod-

ing across hospitalizations.) Of these 350 children, we
further analyzed the diagnoses of the 285 children with

two hospitalizations for mental illness in 1992.

We calculated hospitalization rates and RRs by using

population numbers obtained from the 1992 intercensal

projections for the population aged 6 to 12 years (from

the State of California Department of Finance). Esti-

mates for the population of children eligible for Medi-

Cal used to calculate the RRs by payment source were

obtained from the Medical Care Statistics Section of the

Fiscal Forecasting and Data Management Branch, Cali-

fornia Department of Health Services. Race-/ethnic,

payment source-, and sex-specific RRs for hospitaliza-

tion were estimated with a 95% confidence interval (Cl).

We used SPSS for Windows,24 SAS,25 and Epi Info26 for

data analysis.

An additional analysis was conducted using 1996 hospi-

tal discharge data to ascertain if major changes in hospital

utilization for mental illness in the elementary-school-age

population occurred between 1992 and 1996. We identified

4,878 hospital discharges that met our selection criteria.

Rates were calculated using the 1996 intercensal projection

for the population aged 6 to 12 years. Ethnicity and race

were coded separately in 1996 hospital discharge data. To

make 1992 and 1996 data comparable, all children of His-

panic ethnicity were coded as Latino. Children of non-His-

panic or unknown ethnicity were coded based on race:

white, African-American, and Asian/other (Native Ameri-

can/Eskimo/Aleut, Asian/Pacific Islander, other). Those

whose race (n = 55) and sex (n = 2) were unknown were not

included in the rates and RRs by sex and racial/ethnic group.

Results

In 1992 in California, 4,460 (8.1%) of the 54,827 hos-

pital discharges of children aged 6 to 12 years were for a

primary diagnosis of mental illness. Most of these dis-

charges (>85%) were from psychiatric hospitals. These

4,460 hospitalizations accounted for more than $85 mil-

lion in hospital charges and 89,916 days of hospitaliza-

tion. The hospital stay (mean ± SD) was 20.2 ± 23.8

days, and the hospital charge per stay was $19,334 ±
$17,613. The discharge rate for cases of mental illness
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TABLE 1 —Demographic Characteristics of Hospitalizations for

Mental Illness in Children of Elementary-School Age, California,

1992

Characteristic No. (%)•

n 4,460

Age (y)

6-8 1,025 (23.0)

9-10 1,185 (26.6)

11-12 2,250 (50.4)

Sex

Female 1,460(32.7)

Male 3,000 (67.3)

Race/Ethnicity

White 3,232 (72.5)

African American 556 (12.5)

Latino 560 (12.6)

Asian 55(1.2)

Other 26 (0.6)

Native American 14(0.3)

Unknown 17(0.4)

Expected payment source

Medi-Cal 1,882 (42.2)

Fee for service 1,127 (25.3)

HMO/PHP 900 (20.2)

Other 550 (12.3)

'Some totals do not add up to 1 00.0% due to rounding of percentages. One case

is missing a payment source.

alone was 1.4 per 1,000 children aged 6 to 12 years. Men-
tal illness accounted for 14.7% of all hospital charges and

28.9% of all hospital days in this group.

The seven major diagnostic categories accounted for

3,991 hospitalizations, with depressive disorders alone

accounting for 2,356 hospitalizations (52.8% of the

total). Fifteen diagnoses accounted for 368 of the 469

remaining hospitalizations, among them anxiety disor-

ders of childhood or adolescence (n = 55); postconcus-

sion syndrome (/; = 52); other disorders of infancy,

childhood, or adolescence (n = 44); substance abuse dis-

orders (n = 28); pervasive developmental disorders

(n = 28); eating disorders (n - 27); and unspecified

impulse control disorders (

n

= 23). Additional categories

included other specified organic brain syndromes (chronic,

n - 20), somatoform disorders (

n

= 17), organic affective

syndrome (

n

= 16), schizophrenia (/? = 14), organic per-

sonality syndrome (» = 13), tic disorders (n = 12), disso-

ciative disorders (/i =11), and mental retardation (/? = 8).

Boys accounted for more than two-thirds of the hos-

pitalizations, and white children accounted for almost

three-fourths (Table 1 ). Medi-Cal was the largest single

payment source; fee-for-service and HMO/PHP com-
bined covered a somewhat higher percentage of hospital

stays. More than half of the hospitalizations were for

children aged 1 1 to 12 years.

Data (not shown) were obtained from the 2,781 cases

(62%) containing unique identifiers—encrypted social

security numbers that are unique to each patient but can-

not be followed back to actual social security numbers.

These identifiers allowed hospitalizations for a single

child to be linked across time. Of children with unique

identifiers, 83.5% experienced one, 13.3% experienced

two, and 3.2% experienced three or more hospitalizations

for mental illness in 1992. The cohort of children with one

mental illness hospitalization in 1992 was 68.1% male,

71.5% white, 12.7% African American, 13.0% Latino,

2.4% Asian/other, and 0.4% race unknown. Children with

multiple hospitalizations in 1992 were 69.7% male,

73.1% white, 15.4% African American, 10.3% Latino,

and 1.1% Asian/other.

Of the 285 children with two hospitalizations for

mental illness in 1992, 260 had principal diagnoses that

fit into the seven major diagnostic categories. For the

majority (63.8%) of those 260 children, diagnostic cate-

gories were consistent for the two admissions. Specifi-

cally, 103 children were hospitalized twice for

depressive disorders, 28 children twice for disruptive

behavior disorders, 1 1 children twice for anxiety disor-

ders, 7 children twice for adjustment disorder, 7 children

twice for psychotic disorders, 6 children twice for

impulse control disorders, and 4 children twice for bipo-

lar disorders. The remaining 94 children (36.2%) had

diagnoses falling into two different diagnostic categories

on the two occasions.

The RR of hospitalization for mental illness was

significantly higher for boys than girls (RR 1.96; 95%
Cl 1.84—2.08). The RRs for each diagnostic group are

presented in Table 2. The highest RRs for boys were for

impulse control and disruptive behavior disorders. Bipo-

lar, psychotic, depressive, and anxiety disorders had

smaller elevations in the risk of hospitalization for boys

compared with girls. No sex difference was found in the

RR of hospitalization for adjustment disorder.

We found significant differences in the RR of hospi-

talization for mental illness among racial/ethnic groups

(Table 3). RRs for all psychiatric diagnoses were signifi-

cantly lower for the Latino and Asian/other groups than

for whites. Our data combine Asian children with other

groups to create a population-based estimate as reflected

in Tables 3 and 4; however, census data reveal that the

vast majority of the Asian/other group are, in fact, Asian.

We calculated a proportional hospitalization ratio for

mental illness ([observed hospitalizations/expected hos-

pitalizations] X 100) for hospitalized Asians alone com-

pared with hospitalized whites aged 6-12 years and

found that Asians had a ratio of 14.6%, which is consis-

tent with the RR for the Asian/other group. This suggests

that our findings are consistent with a decreased risk of

hospitalization for mental illness among Asian children,

although data on Asian/other children combined may
overestimate the risk related to Asian children alone. The

overall risk of mental illness hospitalization for African-

American children was not significantly different from

that for white children.

After we stratified the data by Medi-Cal payment status

(Table 4), the RR of hospitalization for mental illness for
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TABLE 2 —Relative Risk of Hospitalization for Mental Illness by Diagnosis and Sex, Children Aged 6 to 12 years, California, 1992

Diagnosis and Sex No. Hospitalizations Hospitalization Hate (per 1,000 Population) RR 95% a

All mental illness diagnoses

Female 1460 0.9 1.00

Male 3000 1.8 1.96 1.84-2.08

Depressive disorders

Female 840 0.5 1.00

Male 1,516 0.9 1.72 1.58-1.87

Disruptive behavior disorders

Female 116 0.1 1.00

Male 591 0.4 4.85 3.98-5.92

Anxiety disorders

Female 120 0.1 1.00

Male 163 0.1 1.29 1 .02-1 .64

Adjustment disorder

Female 113 0.1 1.00

Male 125 0.1 1.05 0.82-1.36

Psychotic disorders

Female 52 0.0 1.00

Male 117 0.1 2.14 1.55-2.97

Impulse control disorders

Female 20 0.0 1.00

Male 110 0.1 5.24 3.25-8.43

Bipolar disorders

Female 33 0.0 1.00

Male 75 0.0 2.16 1.44-3.26

the Latino and Asian/other groups remained significantly

lower than the risk for whites in both Medi-Cal and

non-Medi-Cal payment categories. For African-American

children, however, the risk was approximately half that for

whites in the Medi-Cal payment category but 28% greater

in the non-Medi-Cal payment category.

Our additional analysis of 1996 hospitalization data for

children aged 6 to 12 years (not shown) revealed 4,878

hospitalizations for mental illness for a rate of 1 .4 hospi-

talizations per 1,000 population. The hospitalization rate

for boys was 1.8 per 1,000, and the rate for girls was 1.0

per 1,000 (RR 1.82; 95% Cl 1.72-1.93). The hospitaliza-

tion rates by race/ethnicity were 1 .98 per 1 ,000 for whites,

3.45 per 1,000 for African Americans, 0.49 per 1,000 for

Latinos, and 0.55 per 1,000 for Asians/others. When com-

pared with white children, African-American children

had a higher RR of hospitalization for mental illness (RR
1.74; 95% Cl 1.62-1.87), while Latino (RR 0.25; 95% Cl

0.23-0.27) and Asian/other (RR 0.28; 95% Cl 0.24-0.32)

children had lower RRs for these hospitalizations. The

seven diagnostic categories accounted for 86.6% of the

hospitalizations; 43.4% of the hospitalizations were for

depressive disorders.

Discussion

Mental illnesses accounted for 8.1% of hospitaliza-

tions among elementary-school-age children (aged 6-12)

in California in 1992. While children in this age group

experience relatively few acute hospitalizations compared

with other age groups, the ones who are hospitalized are

often treated for mental illness. The mean length of stay

for mental illness hospitalizations is long, and the mean
charges per hospitalization are high. As a result, these

hospitalizations accounted for more than one-fourth of all

hospital days in this age group and one-seventh of all hos-

pital charges. Moreover, more than one-half of the total

cost was paid by the public sector, amounting to more

than $46 million. Given the high cost of inpatient treat-

ment for mental illness, early intervention, primary and

secondary prevention, and the development of alternative

levels of care would significantly decrease the financial

burden of care for this age group. Further study of the uti-

lization patterns for intensive mental health services by

this younger age group are needed.

In our study, elementary-school-age boys were more

likely than girls to be hospitalized for a mental illness. This

finding is not surprising; behavior disturbances accounted

for almost 20% of the hospitalizations and are three or four

times more prevalent among boys than girls in this age

group.22 Depressive disorders accounted for one-half of

the total hospitalizations, and almost two-thirds of those

admissions were for boys (RR 1.72; 95% Cl 1.58-1.87).

Our expectation is that the risk for depression is the same

for both sexes before puberty. The predominance of boys

may reflect the greater likelihood of comorbid behavioral
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TABLE 3 —Relative Risk of Hospitalization for Mental Illness by Diagnosis and Race/Ethnicity, Children Aged 6 to 12 years, California, 1992

*

Diagnosis and Race/Ethnicity No. Hospitalizations Hospitalization Rate (per 1 000 Population) RR 95% Cl

All mental illness diagnoses

White 3,232

African American 556

Latino 560

Asian/other 95

Depressive disorders

White 1,733

African American 268

Latino 309

Asian/other 39

Disruptive behavior disorders

White 515

African American 103

Latino 80

Asian/other 7

Anxiety disorders

White 222

African American 34

Latino 21

Asian/other 5

Adjustment disorder

White 162

African American 37

Latino 26

Asian/other 12

Psychotic disorders

White 98

African American 30

Latino 32

Asian/other 6

Impulse control disorders

White 96

African American 21

Latino 8

Asian/other 3

Bipolar disorders

White 91

African American 9

Latino 6

Asian/other 2

‘Seventeen cases with unknown racial/ethnic group are not included in this table.

2.23 1.00

2.20 0.99 0.90-1.08

0.50 0.22 0.20-0.24

0.27 0.12 0.10-0.15

1.19 1.00

1.06 0.89 0.78-1.01

0.27 0.23 0.20-0.26

0.11 0.09 0.07-0.13

0.35 1.00

0.41 1.15 0.93-1 .42

0.07 0.20 0.16-0.25

0.02 0.06 0.03-0.12

0.15 1.00

0.13 0.88 0.61-1.26

0.02 0.12 0.08-0.19

0.01 0.09 0.04-0.23

0.11 1.00

0.15 1.31 0.92-1.88

0.02 0.21 0.14-0.31

0.03 0.31 0.17-0.55

0.07 1.00

0.12 1.76 1.17-2.65

0.03 0.42 0.28-0.63

0.02 0.26 0.11-0.58

0.07 1.00

0.08 1.26 0.78-2.02

0.01 0.11 0.05-0.22

0.01 0.13 0.04-0.41

0.06 1.00

0.04 0.57 0.29-1.13

0.01 0.08 0.04-0.19

0.01 0.09 0.02-0.37

disorders and more lethal suicidal ideation and attempts in

boys; girls may cause fewer disruptions.

The differences we found in hospital rates for selected

racial/ethnic groups are. perhaps, the most important

findings of the study. Few data are available on the risk

or prevalence of mental disorders or the utilization of

mental health services by minority elementary-school-

age children. Both Latino and Asian children had a much
lower risk of hospitalization for mental illness disorders

than white or African-American children. This finding is

consistent with reports of underutilization of inpatient

mental health care by Latino and Asian minority adult

population groups.
27 28 Lower prevalence rates of severe

psychopathology in Asian and Latino child populations

may be one explanation for lower rates of care use; alter-

natively, factors related to race, cultural background, and

socioeconomic status, including real or perceived institu-

tional, cultural, language, or economic barriers, may con-

tribute to different rates of care use.
28 Based on our data

regarding economic factors, utilization rates for Latino

and Asian children were unrelated to source of payment

(Medi-Cal versus non-Medi-Cal).
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TABLE 4 —Relative Risks of Hospitalization for Mental Illness by

Medi-Cal Status and Race/Ethnicity for Children Aged

6 to 12 Years, California, 1992*

Medi-Cal (n = 1,873) Non-Medi-Catf (n = 2,569)

White 1.00 1.00

African American .... 0.45 (0.40-0.51) 1.28 (1.12-1.46)

Latino 0.16 (0.14-0.18) 0.21 (0.19-0.24)

Asian/other 0.07 (0.05-0.09) 0.1 6 (0.1 2-0.20)

*Data are RR (95% Cl). Eighteen cases are not included, 1 7 of unknown racial/eth-

nic group and one missing a payment source.

tlndudes payment sources such as Short-Doyle funds, HMO/PHPs, private insurance,

and Civilian Health and Medical Program of the Uniformed Services.

In contrast, overall rates of hospitalization for mental ill-

ness within the child population of African Americans did

not differ from rates of hospitalization for white children.

For African Americans, however, relative rates of use of

inpatient hospitalization for mental illness depended on the

source of payment. Among children using Medi-Cal, rates

for African Americans were lower than for white children;

in contrast, the RR was greater for African Americans than

for whites among those using other payment sources

(which combines diverse payment sources). Higher differ-

ential admission rates for African Americans were also

identified as a trend in adult use of mental health services

and raise concerns regarding misdiagnosis or overdiagnosis

resulting from cultural or language barriers, increased inci-

dence of severe family problems including substance or

alcohol abuse, and declining or absent mental health

resources in the community.27 Evidence from adult studies

does not suggest that minority status is related to preva-

lence rates of severe mental illness, although epidemiolog-

ical study of child mental health disorders and service use

is needed to clarify these issues in the younger population.

Some have argued that minority adolescents dispro-

portionately receive their mental health services from

nonmedical sources, including the welfare and juvenile

justice systems.29,30 The same may be true for the younger

population studied here. The bias toward correctional

institutions instead of psychiatric care for violent adoles-

cents has been noted among African-American youth,30

as has the disproportionate share of institutional place-

ments (foster homes, residential homes, and welfare

placements) among African-American, American Indian,

and Hispanic youth compared with whites. 31
In addition,

the low rates of psychiatric hospitalization among Asian

children may be associated with increases in hospitaliza-

tions for other somatic disorders, although we did not find

this to be the case in a previous study of elementary-

school-age children.32 While it appears that no single fac-

tor explains the racial/ethnic variations in pediatric

hospitalization for mental illness, care must be taken to

ensure that minority children are not relegated to a lower

level of psychiatric care or placement than white children.

There are several limitations to our study that deserve

mention; several are inherent in using hospital discharge

data. First, the unit of analysis for our study is hospital-

izations rather than hospitalized individuals because

more than one-third of the records had no unique identi-

fier. Nonetheless, a review of the remaining records

demonstrated that more than 80% of children were hos-

pitalized only once. In addition, the patterns of sex and

racial/ethnic breakdowns for children with unique identi-

fiers (either with single or multiple hospitalizations) were

similar to those related to all cases, further supporting our

use of hospitalization data to look at population risks.

Second, our data contain only hospital charges and do not

include physician charges; our estimates of the cost

related to inpatient mental health treatment are therefore

conservative. Third, the data in this study address only

the first (principal) diagnosis; it is evident from numer-

ous studies that mental disorders in children are highly

comorbid. Diagnostic categories based on the first diag-

nosis alone do not fully describe the complexity of cases

with multiple mental illness diagnoses or with a combi-

nation of medical and psychiatric diagnoses.

Finally, these data from 1992 are aging and may not

reflect changes in the health care system under managed
care. As a result, we also analyzed data for the same pop-

ulation using 1996 hospital discharge data, the most

recent available. We found a constant rate of 1.4 hospi-

talizations for mental illness among elementary-school-

age children per 1,000 population in both 1992 and 1996.

Almost half of those hospitalizations were for depressive

disorders. Sex-specific rates of hospitalization for mental

illness were 1 .8 per 1 ,000 for both years for boys, and 0.9

per 1,000 in 1992 and 1.0 per 1,000 in 1996 for girls.

Rates for the various racial/ethnic groups varied some-

what between 1992 and 1996 although, as in 1992, rates

were again much lower for Latinos (0.49 per 1,000) and

Asians/others (0.55 per 1 ,000) than for whites ( 1 .98 per

1,000) in 1996. While rates for African Americans were

essentially the same as for whites in 1992, in 1996

African-American children had a hospitalization rate of

3.45 per 1,000, a rate significantly higher than the rate for

white children. It is unclear what role changes in the cod-

ing of race and ethnicity in 1996 hospital data had on these

race-/ethnicity-specific hospitalization rates. Nonetheless,

data from 1996 confirm that hospitalizations for mental ill-

ness continue to be a significant problem in the elemen-

tary-school-age population with the changes under

managed care, and that sex-specific and race-/ethnicity-

specific variations are still present, and, in the case of

African Americans, may be increasing.

The reliance on hospital discharge data is a strength

of this study given the importance of this type of data in

studies of hospital utilization.
33,34

In addition, periodic

studies by the California Office of Statewide Health

Planning and Development to maintain the quality of

collected data suggest that the error rates for the vari-

ables of interest in this study (race and principal diagno-

sis) are acceptable. 35 A second strength is our use of

population-based data from the largest US state, provid-

ing a sample large enough to look at illness categories

across sex and racial/ethnic groups. In addition, the use
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of population-based data eliminates many of the biases

associated with data limited to select populations. Hos-

pital discharge data for this study accurately reflect the

hospital morbidity related to mental illness for the age

group of interest for the entire state.

Health care practitioners should be aware of the impact

of mental illness and mental illness hospitalization among
preteen children. While these children are rarely hospital-

ized, their hospitalizations are often for psychiatric condi-

tions, particularly depression. As managed health care

systems continue to expand, it is vital that the mental

health needs of these children are addressed through both

outpatient and inpatient mental health benefits. In addi-

tion, providers and health care agencies should address

these concerns through prevention programs and targeted

interventions for high-risk children.

These findings also suggest that clinicians need to pay

special attention to mental health issues among minority

elementary-school-aged children. Patients from minority

groups (particularly Latino and Asian populations) are

less likely to use inpatient services for psychiatric condi-

tions than white children but may still have the same

prevalence of psychiatric conditions as white children.

Consequently, minority children who need mental health

services but whose families are reluctant to use psychi-

atric hospitalization may need to be referred to outpatient

or nonmedical services that they find more acceptable.

Nonmedical sources of mental health care may include

schools, religious organizations, families, community

organizations, and government agencies.

In summary, this population-based study shows clear

disparities by race/ethnicity and sex in hospitalization for

mental illness among elementary-school-age children.

Not surprisingly, boys are more likely to be hospitalized

than girls; however, the significant underutilization of

services among Latino and Asian children and higher

rates of inpatient mental health care for a population of

African Americans are cause for concern. We must gain

an understanding of these disparities and take steps to

ensure that minority children have access to appropriate

mental health services. Further research on mental health

services for children of racial/ethnic minorities is needed

to better understand the social, economic, behavioral, and

epidemiological determinants of care. In addition, a num-
ber of steps may improve the delivery of services to these

children, including the development of more responsive

service delivery systems, education for the mental health

community regarding cultural issues, and the training

and availability of minority mental health professionals.
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Internal Medical Residents' Ability to Diagnose and
Characterize Major Depression

MITCHELL A. MEDOW, MD, PhD; STEVEN j. BOROWSKY, MD, MPH; SICNE DYSKEN, MD;
STEVE D. HILLSON, MD, MPH; SHARON WOODS, MD; and TIMOTHY

J. WILT, MD, MPH; Minneapolis, Minnesota

The purpose of this study was to assess medical residents' knowledge of symptom criteria and sub-

types of major depressive episode and their accuracy in diagnosing major depressive disorders and
classifying episode severity and subtype according to criteria of the Diagnostic and Statistical Manual
of Mental Disorders, Fourth Edition. Thirty-five third-year internal medicine residents completed a self-

administered, written instrument containing 2 open-ended questions and 21 hypothetical scenarios.

The sensitivity for recognizing major depressive disorder was 64%, and the specificity was 69%. The
sensitivity for classifying severity was 86% for mild, 66% for moderate, 71% for severe, and 66% for

severe with psychosis. Misclassification of severity was most commonly to a less severe class. For sce-

narios with a diagnosable subtype of a major depressive disorder, the sensitivity for classification was
34% for atypical, 51% for catatonic, 74% for melancholic, 100% for postpartum, and 94% for seasonal

depression. When asked to enumerate the criteria symptoms for depression, 80% or more of the resi-

dents listed sad mood, loss of interest, weight change, and sleep disturbances; 14 to 21 (40%-60%)
listed thoughts of death and worthlessness; other criteria were listed by 7 to 11 (20%-31%). When
asked to list the episode subtypes, none was listed by more than 3 (9%) residents, although 13 (37%)
residents volunteered psychotic as a subtype. Residents frequently failed to recognize the presence or

absence of major depressive disorder and often misclassified episode severity and subtype on scenar-

ios. Few could spontaneously list the episode subtypes. Methods must be developed to improve the

recognition and classification of major depressive episodes to better direct treatment.

(Medow MA, Borowsky SJ, Dysken S, Hillson SD, Woods S, Wilt TJ. Internal medical residents' ability to diagnose and
characterize major depression. West

J
Med 1 999; 1 70:35^40)

The ability to recognize, diagnose, and treat major

depressive disorder (MDD) is among the growing

number of clinical competencies expected of primary

care physicians. Previous studies have shown that pri-

mary care physicians often incorrectly conclude that

depression is present when it is not and fail to identify

patients who have the disease .

1-12 Moreover, when gen-

eralist physicians do diagnose depression, they do not

effectively treat the disease ,

813-19
using incorrect medica-

tions, inadequate dosages, and insufficient treatment

duration. Although it is apparent that depression is often

not properly diagnosed in primary care settings, the fac-

tors underlying this problem are less clear. Possible

explanations include physicians’ failure to consider the

possibility of depression as the cause of the observed

symptoms, inadequate knowledge of either the diagnos-

tic criteria for depression or the proper treatment for the

condition, a reluctance to manage mental health illnesses,

or institutional and procedural barriers to treatment.

Clinical guidelines represent one strategy to overcome

gaps in clinicians’ knowledge about depression. Guide-

lines of the Agency for Health Care Policy and Research

(AHCPR) for the diagnosis and treatment of depres-

sion
20,21 emphasize that the disorder is diagnosed by his-

tory, based on the nine criteria symptoms for a major

depressive episode (MDE). Once the diagnosis is reached,

specific treatment choices depend on the episode’s sever-

ity (mild, moderate, severe without psychosis, or severe

with psychosis) and specific subtype when applicable

(atypical, catatonic, melancholic, seasonal, or postpar-

tum), as well as concurrent conditions, current medica-

tions, and the patient’s response to previous treatment. For

example, a mild episode, according to the guidelines, may
warrant a limited course of clinical follow-up before any
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ABBREVIATIONS USED IN TEXT
AHCPR = Agency for Health Care Policy and Research

DSM-IY = Diagnostic and Statistical Manual of Mental

Disorders, Fourth Edition

MDD = major depressive disorder

MDE = major depressive episode

intervention is attempted, whereas moderate episodes

should be treated pharmacologically. Optimal treatment

also varies by subtype; for instance, atypical episodes

respond better to monoamine oxidase inhibitors than

to tricyclic antidepressants, whereas some catatonic

episodes may require electroconvulsive therapy.

Therefore, the purpose of this study was to assess

medical residents’ knowledge of the diagnostic criteria

used in the AHCPR depression guidelines, with a special

focus on assessing severity and subtype of depressive

episodes. This aspect has not been previously evaluated.

The objectives of this study were to assess internal med-

ical residents' knowledge of the criteria symptoms and

subtypes of MDE and to use validated clinical scenarios

to evaluate internal medicine residents’ ability to diag-

nose MDD and classify episode severity and subtype.

Subjects and Methods

Study Population

Third-year residents in the University of Minnesota

School of Medicine’s Internal Medicine Residency Pro-

gram assigned to continuity clinics at the Minneapolis

Veterans Affairs Medical Center were eligible for the

study. Of 38 eligible residents, 35 participated, for a par-

ticipation rate of 92%. Informed consent was obtained

from all subjects before participation.

Definitions

Diagnostic and Statistical Manual of Mental Disor-

ders, Fourth Edition (DSM-IXf.22 criteria for MDE are

as follows:

• One of the two mandatory symptoms, sad mood or

loss of interest, must be present;

• There must be a total of five symptoms among sad

mood, loss of interest, sleep disturbance, weight change,

psychomotor abnormalities, fatigue, feelings of worth-

lessness, concentration difficulties, and preoccupation

with death;

• The symptoms must be present for at least two

weeks and cause significant impairment in the patient’s

life (the impairment criterion was added to the Diagnos-

tic and Statistical Manual of Mental Disorders, Third

Edition, criteria);

• The symptoms are not caused by an underlying

medical condition or a substance; and
• The symptoms do not meet the criteria for a mixed

episode or a bereavement reaction.

A patient with MDE can be diagnosed with MDD if

there is no evidence of bipolar disorder and the mood

symptoms are not due to an underlying psychotic condi-

tion. Severity, in the DSM-IV, is based on a symptom
count and the degree of impairment in a patient’s life.

The DSM-IV subtype definitions were used.

Scenario Development

We developed a set of clinical scenarios to assess res-

idents’ ability to diagnose and classify episodes of

depression. The scenarios were designed to reflect the

diagnosis of depression according to DSM-IV criteria.

Generating the scenarios involved two steps: specifying

clinical patterns derived from the diagnostic criteria and

then constructing two specific scenarios to represent

each of the clinical patterns. Clinical patterns specify

symptom constellations that “rule in” or "rule out” the

diagnoses of depression based on DSM-IV criteria. We
abstracted clinical patterns from the DSM-IV definitions

of MDE, MDD, episode severity, and episode subtype.

For example, the absence of both mandatory symptoms
(sad mood and loss of interest) in the presence of five or

more total symptoms excludes the diagnoses of MDE.
Figure 1 shows the clinical patterns we derived.

Symptoms were randomly selected to match the clini-

cal patterns. Descriptions of the symptoms were taken

from a validated screening instrument for depression, the

Inventory to Diagnose Depression23 or from the DSM-IV.

Additional information was added to some of the scenar-

ios to match the clinical patterns: specification of a recent

death, duration of symptoms less than two weeks, season,

postpartum condition, coexisting medical or psychiatric

conditions, and current medications. For the scenarios

missing both of the two mandatory symptoms, we explic-

itly stated that the patient denies any sad feelings or loss

of interest in his or her normally joyful activities.

Sex, age (18-75 years old), and symptom duration

(2-16 weeks) were added to the scenarios. “Red her-

rings” were also used, so that the mere presence of a spe-

cific situation would not necessarily signal the correct

diagnosis. For example, we did not want the occurrence

of a birth to always signal postpartum depression. The

generated scenarios were then edited for readability and

consistency. Figure 2 shows two examples of clinical

patterns and their respective scenarios.

Validity ofScenarios and Solutions

To achieve content validity, scenarios were generated

to the precise DSM-IV definitions using symptom descrip-

tions from the Inventory to Diagnose Depression or the

DSM-IW as described earlier. The scenarios were then

reviewed by two psychiatrists and further edited accord-

ing to their recommendations, to ensure face validity. For

example, elderly and male patients were restricted to hav-

ing weight loss and not weight gain. Also, symptoms

were adjusted to correspond with other psychiatric diag-

noses (such as schizophrenia) and severity.

A “gold standard solution” for each scenario was

developed as the consensus of two additional staff psychi-

atrists (S.D. and S.W.) explicitly instructed to indepen-

dently answer the questions in adherence with the DSM-IV
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Patterns Not Meeting Criteria for Major Depressive Episode (MDE)
Missing a mandatory symptom, >5 total symptoms
Insufficient number of symptoms

Insufficient duration of symptoms

Symptoms caused by a medical condition

Symptoms caused by a medication

Symptoms caused by substance abuse

Symptoms better accounted for by bereavement reaction

Patterns Meeting Criteria for MDE, But Not Meeting Criteria for Major Depressive Disorder (MDD)
Schizoaffective or schizophrenic disorder

Previous manic episode

Patterns Meeting Criteria for Major Depressive Disorder

Mild depression

Moderate depression

Severe without psychosis depression

Severe with psychosis depression

Atypical subtype

Catatonic subtype

Melancholic subtype

Postpartum subtype

Seasonal subtype

Figure 1.

—

These clinical patterns of depression are based on definitions of the Diagnostic and Statistical Manual of Mental Disorders,

Fourth Edition.
22

criteria. Disagreements were resolved by reviewing the

DSM-IV criteria. Scenarios for which there remained a dif-

ference of opinion were modified to remove the elements

of contention. Agreement between the two psychiatrists on

their initial evaluation of the scenarios was evaluated using

Cohen’s k.
24 For the classification of episode severity, k =

0.67, representing “substantial” agreement. 2
'
1

For the clas-

sification of episode subtype, k = 0.88, showing “almost

perfect” agreement. For the diagnosis of MDD, there was

less agreement, k = 0.56, indicating “moderate” agree-

ment, in part because one of the psychiatrists answered all

the questions with regard to MDE, and the other assessed

MDD. Some of the cases were designed to represent

instances of MDE and not of MDD (such as a patient with

bipolar disorder), accounting for most of the discrepancies.

Complete agreement was reached for all cases.

Study Instrument

Each study instrument included 2 open-ended questions,

followed by 21 clinical scenarios with associated questions

Clinical Pattern

Missing a mandatory symptom for major depressive disorder, but >5 total criteria symptoms
Clinical Scenario

A 22-year-old man tells you that he frequently thinks of dying in passive ways (such as going to sleep and not waking up), doesn't

sleep as well as usual, has been pacing more than an hour per day, can't sit still, feels extremely guilty most of the time, is unable

to make some decisions, has lost more than 25 lb, and is exhausted almost all of the time. This has been going on for the past 1

3

weeks. The patient denies feeling sad and continues all his previous hobbies.

Clinical Pattern

Melancholic depression

Clinical Scenario

A 49-year-old man tells you "I am less interested in several of my usual activities and am so unhappy that I can't stand it. I feel I

am inferior to most people. I frequently think of dying in passive ways (such as going to sleep and not waking up). I feel extremely

slowed down physically, like I am stuck in mud. I frequently sleep at least 2 hours less than usual, waking up early in the morning

before I would normally awaken. I get tired from doing almost anything. I've lost more than 25 lb. I get almost no pleasure from

most of the activities that I usually enjoy, although when something pleasant happens or someone tries to cheer me up, I feel a lit-

tle better but still feel somewhat depressed. My depression is regularly worse in the morning. I feel extremely guilty most of the time.

There is a definite difference between this depression and the depression I would feel after someone close had died. " This has been

present for the past 8 weeks. His wife gave birth to a daughter 3 weeks ago.

Figure 2.

—

These clinical patterns and associated scenarios were created for this study.



38 WJM, January 1999—Vol 1 70, No. 1 Residents' Ability to Diagnose Depression—Medow et al

TABLE 1 .— Residents (n= 35) Listing Criteria Symptoms and

Episode Subtypes on Open-ended Questions

Criteria Symptom Residents Listing Symptom, No. (%)

Weight 34 (97)

Sleep disturbance 32(91)

Loss of interest (mandatory) . 30 (86)

Sad mood (mandatory) 28 (80)

Thoughts of death 21 (60)

Worthlessness/guilt 14(40)

Impaired concentration 11(31)

Fatigue 9 (26)

Psychomotor 7 (20)

Episode Subtype Residents Listing Subtype

Melancholic 3 (9)

Catatonic 2 (6)

Postpartum 2 (6)

Seasonal 2 (6)

Atypical 1 (3)

Psychotic 13(37)

in a separate booklet. The open-ended questions were as

follows: “What are the symptoms of a major depressive

episode enumerated in DSM-fV'T' and “What are the sub-

types of a major depressive episode in DSM-IVT'
The 21 clinical scenarios included 12 scenarios fol-

lowed by the question, “Does this patient meet DSM-IV
criteria for a major depressive disorder? (yes or no).” Four

scenarios ( 1 for each level of severity) posed the question:

“How severe is the patient’s depression? (Choose the sin-

gle best answer: mild, moderate, severe without psy-

chosis, or severe with psychosis.)” Five scenarios (1 for

each subtype) were used to evaluate the question, “Can

you further subtype the patient's depression? (Choose the

single best answer: atypical, catatonic, melancholic, post-

partum, or seasonal.)” The scenarios appeared in random

order in the booklet, with all diagnostic scenarios appear-

ing before the classification scenarios.

Measurements

To assess knowledge of the diagnostic criteria for

depression, we measured the percentage of subjects list-

ing each of the diagnostic criteria symptoms. A symptom
was considered correct if it is one of the criteria or if the

DSM-IV mentions it as indicative of a criterion. To assess

the knowledge of episode subtypes, we measured the per-

centage of subjects listing each of the subtypes. For the

diagnoses of MDD and the classification of episode

severity, we measured mean sensitivity and specificity per

resident. For the classification of episode subtype, we
determined only sensitivity. Specificity was not deter-

mined for episode subtype because the specificity

depends on the definition of a noncase, for which there

are several possibilities: patients with other diagnosable

subtypes (a subset of patients), patients with MDE, or

patients with MDD.

Results

Knowledge of Criteria Symptoms and Subtypes

Table 1 shows the percentage of residents listing each cri-

terion symptom on the open-ended question. Weight change

and sleep disturbance were the two most frequently listed

symptoms. Slightly fewer residents listed the two mandatory

symptoms, sad mood and loss of interest. Less than two

thirds listed thoughts of death and feelings of decreased self-

worth. The other symptoms, impaired concentration, fatigue,

and psychomotor effects, were only listed by less than a third

of the residents. Of the two mandatory symptoms, every res-

ident listed at least one of them, and 23 residents listed them

both. The distribution of the number of criteria symptoms

listed by the residents is shown in Figure 3.

Few of the residents could list the episode subtypes on

the open-ended question (Table 1). The most common
answer, psychotic depression, is considered a level of

severity and not a subtype in the DSM-IV classification.

Diagnosis ofMDD and Classification ofEpisode

Severity and Subtype

The mean sensitivity per resident for diagnosing

MDD was 64% (SD = 33%; 95% confidence interval.

53%—75%), based on three scenarios per subject. The

mean specificity was 69% (SD = 21%; 95% confidence

interval, 62%—76%), based on nine scenarios per subject.

The distribution of responses, sensitivities, and speci-

ficities for classifying the levels of severity is shown in

Table 2. The sensitivities for classification of moderate,

severe, and psychotic episodes were lower than for mild

episodes. For all levels of severity, specificity was higher

than sensitivity. The presence of psychosis (that is, hallu-

cinations or delusions) was most commonly noted with

hallucinations and more often missed with delusions

(data not shown). Of the 39 misclassified episodes, 30

were classified as less severe and 9 as more severe.

The sensitivity for the classification of subtype, based

on one scenario of each subtype per resident, was 34%
for atypical, 51% for catatonic, 74% for melancholic,

100% for postpartum, and 94% for seasonal.

Discussion

The goals of this study were to evaluate medical res-

idents’ knowledge of the symptoms and subtypes of

major depression and to assess proficiency in diagnosing

and classifying depressive episodes. We found that most

resident physicians knew only a few of the diagnostic

symptom criteria defined in DSM-IV and that sensitivity

and specificity for the diagnosis were low. Sensitivity

for the classification of episode severity was high for

mild episodes and somewhat lower for moderate and

severe episodes. The specificity for the classification of

severity at all levels was fairly high. Most residents did

not know the DSM-IV subtypes of MDE and, on scenar-

ios, had difficulty determining episode subtype.

Residents’ lack of knowledge of the criteria symptoms

for MDD may be responsible for the low diagnostic
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Figure 3.—Distribution of the number of criteria symptoms listed by residents.

accuracy we observed in this study and may also underlie

to some extent the underrecognition of depression in pri-

mary care settings. The two mandatory symptoms, sad

mood and loss of interest, were known by 28 (80%) and

30 (86%) residents, respectively. Twelve (34%) residents

listed four or fewer of the criteria symptoms; five of the

criteria are needed to make the diagnosis.

Two other studies have attempted to ascertain knowl-

edge of the criteria symptoms for MDE. Rapp and Davis26

also found poor recall of the diagnostic criteria in a survey

of medical residents (with more stringent scoring criteria),

ranging from 84% for “appetite/weight change” to 6% for

“self-reproach, guilt,” “diminished concentration,” and

“thoughts of death/suicide.” Similarly, in a survey of 36

general practitioners. Bowers and co-workers27 found low

recall of the diagnostic symptoms, ranging from 28 (78%)
for “insomnia or hypersomnia” to 2 (6%) for “feelings of

worthlessness or guilt” and “recurrent thoughts of death

or suicidal ideation.” Failure to assess the appropriate

symptoms of depression could lead to low diagnostic sen-

sitivity or to low specificity.

Both the sensitivity and specificity for the diagnosis

of depression were slightly less than 70%. Compared
with previous studies evaluating the diagnosis of depres-

sion by residents in clinical settings,K2A5 I0_12 we found a

higher sensitivity and a lower specificity. These studies

found sensitivities from 20.5% to 67% and specificities

from 81% to 91%. The higher sensitivity and lower

specificity we found may have been because our subjects

could not be blinded to this study's focus on depression

TABLE 2 —Distribution of Responses, Sensitivities, and Specificities for Classifying Severity of DepressionEpisodes* *

Residents' Classification (n = iS)

Depression Mild Moderate Severe Psychotic Mean Sensitivity (9S% Cl), % Mean Specificity (95% Cl), %

DSM-IV Classificationf

Mild 30 5 0 0 86(74-97) 92 (88-97)

Moderate 8 23 4 0 66 (50-82) 81 (74-88)

Severe 0 10 25 0 71 (56-87) 90 (84-95)

Psychotic 0 5 7 23 66(50-82) 100

*0 = confidence interval, DSM-IV = Diagnostic and Statistical Manual of Mental Disorders, Fourth Edition

tFrom the American Psychiatric Association.
22
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and thus were likely “primed” to diagnose depression.

Moreover, evaluating hypothetical scenarios that present

all relevant symptoms would also likely result in a higher

sensitivity for diagnosing depression compared with

assessing symptoms in actual patients.

Although several studies have evaluated whether

physicians diagnose depression when it is present, none

have determined whether physicians appreciate the sever-

ity or subtype of episodes of this disorder according to

DSM-IV. Recognizing episode severity, however, is criti-

cal to optimal management, which primary care physi-

cians are now expected to provide in many health care

settings. The residents whom we evaluated were less likely

to correctly perceive the severity of more serious (moder-

ate, severe, or psychotic) episodes compared with milder

episodes. The implications of failing to recognize moder-

ate. severe, or psychotic episodes of depression as such are

clear and potentially serious: these patients may be prone

to undertreatment: may not receive needed antipsychotic

medications; or may not have appropriate referrals to psy-

chiatrists, especially in settings that discourage such refer-

rals. Although classification errors were to adjoining levels

of severity (for example, severe classified as moderate or

mild classified as moderate), according to AHCPR guide-

lines, 64% (25 of 39) of these misclassifications would

potentially result in undertreatment or overtreatment.

The ability of the subjects to spontaneously name the

episode subtypes was extremely limited, and sensitivity

for classifying atypical, catatonic, and melancholic

episodes was low. Although subtype classification is

emphasized by AHCPR guidelines, exact classification

may be clinically less important than the correct recogni-

tion of episode severity. Yet, there are specific treatment

recommendations for the different subtypes: atypical

episodes respond better to monoamine oxidase inhibitors

than to tricyclic antidepressants; catatonic episodes may
require electroconvulsive therapy; melancholic episodes

require either pharmacologic or electroconvulsive treat-

ment and should not be treated only with psychotherapy;

women with postpartum depression should be admitted to

the hospital and treated medically; and seasonal depres-

sion may not respond to medication or psychotherapy, but

phototherapy is an option for some patients.

The limitations of this study are principally related to

the use of hypothetical cases. As noted earlier, this format

may overestimate residents’ ability to evaluate symptoms

of depression (that is, symptom pursuit). In addition,

because all participants were from a single training pro-

gram, we cannot be sure that our results generalize to res-

idents in other training programs.

This study is consistent with the large body of evidence

indicating that non-mental health specialists frequently fail

to recognize the presence or absence of major depression.

We have further demonstrated that when evaluating hypo-

thetical cases, medical residents often fail to appreciate the

severity and type of depression presented, possibly leading

to less-than-optimal treatment. Efforts to improve care for

depression in primary care settings must, therefore, not

focus solely on the recognition of depression but go further

to allow greater diagnostic acuity. Just as primary care

physicians must appreciate the differences between right-

and left-sided heart failure and the severity of heart failure,

so, too, must primar>' care physicians understand the more

subtle aspects of major depression in their patients. Future

educational and research initiatives should focus on devel-

oping methods that will not only increase primary care

physicians’ recognition of depression, but also enhance

their appreciation of clinically important features of depres-

sion, such as episode severity and subtype.
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Nonsurgical Causes of Pneumoperitoneum

RICHARD A. MULARSKI, MD; MICHAEL L. CICCOLO, MD; and WILLIAM D. RAPPAPORT, MD; Tucson, Arizona

The radiographic manifestation of free air in the peritoneal cavity suggests serious intra-abdominal dis-

ease and the need for urgent surgical management. Yet, about 10% of all cases of pneumoperitoneum
are caused by physiologic processes that do not require surgical management. We retrospectively

reviewed cases of nonsurgical causes of pneumoperitoneum at the 2 teaching hospitals of a university

medical center between January 1990 and December 1995. Successful management by observation and
supportive care without surgical intervention was defined as the diagnostic feature of nonperforation.

Failure of a laparotomy to delineate a surgical cause or to result in a reparative procedure is congruent

with a nonsurgical cause of pneumoperitoneum. During this period, 8 patients (6 men and 2 women;
mean age, 61 years) were identified with nonsurgical causes of pneumoperitoneum. Two patients un-

derwent negative laparotomy, and the other 6 were successfully managed nonoperatively and dis-

charged from the hospital. In 6 patients, a cause of the pneumoperitoneum was identified. The causes

may be grouped under the following categories: postoperatively retained air, thoracic, abdominal,

gynecologic, and idiopathic. In our review of the literature, 61 of 139 reported cases underwent surgi-

cal treatment without evidence of perforated viscus. To avoid unnecessary surgical procedures, both

primary medicine physicians and surgeons need to recognize nonsurgical causes of pneumoperi-

toneum. Conservative management is warranted in the absence of symptoms and signs of peritonitis.

(Mularski RA, Ciccolo ML, Rappaport WD. Nonsurgical causes of pneumoperitoneum. West
J
Med 1999; 1 70:41^46)

Pneumoperitoneum is a radiologic term denoting an

abnormal collection of air in the peritoneal cavity.

Radiographic evidence of free intraperitoneal air was

linked to intra-abdominal disease in the early 1900s and

continues to be a useful diagnostic tool for perforation of

an intra-abdominal viscus.
1 About 85% of patients with

a ruptured viscus will present with pneumoperitoneum,

most often from a perforated gastric or duodenal ulcer,

although perforated colon or small bowel may also pres-

ent with pneumoperitoneum. 2-1 When a new onset of

pneumoperitoneum is present in a patient with fever,

abdominal pain, leukocytosis, and signs of peritonitis,

surgical management is indicated.

Pneumoperitoneum without evidence of visceral per-

foration has been reported in 5% to 14% of all occur-

rences.2,56 Often patients with this disorder undergo

laparotomy without intraoperative evidence of visceral

disease. Therefore, in atypical presentations or in patients

with relevant historical evidence, nonsurgical causes of

pneumoperitoneum should be considered. We reviewed

cases of nonsurgical causes of pneumoperitoneum in

inpatients at two major teaching hospitals of a university

medical center from January 1990 to December 1995 and

describe our clinical research to facilitate the examination

of its clinical presentation, management, and outcome.

Report of Cases

Patient l

The patient, a 65-year-old man, was admitted to the

intensive care unit with pulmonary edema and respira-

tory failure requiring intubation. By hospital day 2, his

chest radiograph and clinical course were consistent with

the adult respiratory distress syndrome. High pressures

were required to adequately ventilate the patient. Ventila-

tory management became normal by hospital day 26, and

tracheostomy and gastrostomy were performed. On hos-

pital day 39, pneumoperitoneum was noted on a chest

radiograph. On physical examination, the patient’s

abdomen was slightly distended and nontender without

peritoneal signs. Although not sufficient to exclude per-

foration, a radiographic examination with diatrizoate

meglumine instilled through the gastrostomy tube failed

to demonstrate extravasation. The patient was observed,

and the amount of free air increased as bowel sounds

were noted to decrease over the next 24 hours. A xenon

lung perfusion scan demonstrated radioactive tracer

beneath the right hemidiaphragm with the application of

positive-pressure ventilation. The patient was conserva-

tively managed and extubated one month later. The
pneumoperitoneum increased over the course of a week

From the Oregon Health Sciences University (Dr Mularski) and the Department of Surgery, University of Arizona Health Sciences Center (Drs Ciccolo and
Rappaport), Tucson, Arizona.
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and then spontaneously resolved without the need to

modulate ventilatory management or enteral feedings.

Patient 2

The patient, a 54-year-old man with a history of bipo-

lar disorder and bullous emphysema, presented to the

emergency department with intermittent, crampy, left

upper abdominal quadrant pain. He did not have fever,

chills, nausea, or vomiting and was afebrile with stable

vital signs. No abdominal tenderness was present on

physical examination. The leukocyte count was 12.5 X
109/liter, with an increase in the number of immature

cells. Radiographs of the abdomen and chest revealed

pneumoperitoneum. Computed tomography of the

abdomen confirmed the presence of pneumoperitoneum

and revealed an incidental renal mass but no cause for

the free air. He was admitted to the hospital for observa-

tion. The following day, the leukocyte count returned to

normal, the patient was advanced to a regular diet, and

he was discharged on day 4 of his hospital stay. He
reported a similar event 20 years ago that led to an

exploratory laparotomy that elicited no abnormalities.

Patient 3

The patient, a 74-year-old man with a history of

adrenal insufficiency who was admitted to the hospital

for hypoxic encephalopathy, was noted to have free air

under the right diaphragm following a cardiac arrest

complicated by esophageal intubation. He was afebrile.

On examination, he had a grossly distended abdomen
with decreased bowel sounds and a suggestion of ten-

derness obscured by the encephalopathy. His leukocyte

count was 10.9 < 109/liter. An exploratory laparotomy

was performed that demonstrated no evidence of perfo-

ration. The patient succumbed to progressive respiratory

failure and died one month after admission.

Figure 2.—Computed tomography of the abdomen confirms

pneumoperitoneum and demonstrates pneumatosis cystoides

intestinalis and air in the portal vein (Patient 4).

Patient 4

The patient, a 70-year-old man with a history of

ichthyosis vulgaris, presented with diffuse abdominal

pain for the previous few weeks, increasing acutely,

and occurring with anorexia the day before consulta-

tion. His medical history was relevant for radical

prostatectomy and 35 Gy of radiation therapy for stage

C adenocarcinoma of the prostrate eight months previ-

ously. Computed tomography of the abdomen six

months before this presentation demonstrated no

metastatic disease, although sigmoid diverticula were

noted. He was afebrile, and an abdominal examination

revealed no tenderness or peritoneal signs. His leuko-

cyte count was within normal limits, but his chest and

abdominal radiographs revealed free air under the

diaphragm (Figure 1). Although not sufficient to

exclude perforation, a limited upper gastrointestinal

study with diatrizoate revealed no extravasation. Com-
puted tomography of the abdomen revealed air in the

wall of the left colon and free air in the porta hepatis

and portal vein (Figure 2). The patient was conserva-

tively managed and advanced slowly to a regular diet.

He was discharged on day 4 of his hospital stay.

Patient 5

The patient, a 72-year-old woman with a history of

scleroderma and secondary feeding difficulties, pre-

sented with abdominal pain, bloating, decreased

appetite, and four days of constipation. She had coffee-

ground emesis the morning of admission. She was

afebrile with stable vital signs. On physical examination,

she had decreased bowel sounds with tympany and ten-

derness in the left lower quadrant without peritoneal

signs. A large amount of free air was present on a radi-

ograph of the abdomen. Guaiac examination of a stool

specimen and nasogastric lavage was negative for frank

or occult bleeding, and the leukocyte count was 6.6 X
109/liter. The patient was managed medically with a reg-

imen of omeprazole and remained clinically stable for

the following two days, with resolving pneumoperi-

toneum. She was fed, and abdominal pain with bloating

developed. Ultrasonography and computed tomography
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B

Figure 3.—Serial chest radiographs before (A) and after (B)

nasogastric air insufflation of 600 ml, without a demonstrable

increase in pneumoperitoneum (Patient 7).

of the abdomen and pelvis revealed multiple loops of

fluid-filled bowel. A left pneumothorax subsequently

developed, although a thoracostomy tube was not

required. The pain and bloating resolved with the restric-

tion of enteral feeding, and she was discharged on day 10

of her hospital stay on a regimen of parenteral nutrition

and supplemental oxygen.

Patient 6

The patient, a 62-year-old man, presented one day

following endoscopic polypectomy with increasing

abdominal pain and pneumoperitoneum on abdominal

radiograph. His temperature was 38.2°C, and he had

otherwise normal vital signs. Physical examination of

the abdomen revealed diffuse tenderness with localiza-

tion of pain to the left side. The leukocyte count was

11.1 X 109/liter. He was admitted to the hospital, and a

regimen of broad-spectrum intravenous antibiotics and

intravenous hydration was started. He improved clini-

cally over the next few days and was discharged on oral

antibiotic therapy on day 5 of the hospital stay.

Patient 7

A 75-year-old man with a history of peptic ulcer dis-

ease was noted on postoperative day 2 of a coronary artery

bypass graft to have pneumoperitoneum on routine chest

roentgenogram. The patient was afebrile and reported mild

abdominal tenderness. Bowel sounds were decreased, and

mild to moderate epigastric tenderness was noted on

examination. The leukocyte count was 23.8 X 10
9
/liter.

Air was instilled through a nasogastric tube without

increase in the amount of free air noted on radiographs

(Figure 3). Esophagogastroduodenoscopy revealed multi-

ple erosive ulcers in his stomach, a hiatal hernia, and Bar-

rett’s esophagitis. He was conservatively managed and

discharged after advancing to a regular diet.

Patient 8

The patient, a 17-year-old woman with a history of

Raynaud’s phenomenon, presented with midstemal

chest pain radiating to the back of five days’ duration

and severe epigastric pain the day before admission. She

was afebrile with stable vital signs, and abdominal

examination revealed normal bowel sounds with slight

distension, diffuse tenderness, and involuntary guarding.

A chest roentgenogram revealed free intraperitoneal air

with massive gastric distension and small bowel dila-

tion. The leukocyte count was normal. An exploratory

laparotomy was performed that showed no evidence of

visceral perforation. She improved clinically and was

discharged on day 5 of the hospital stay.

Discussion

Pneumoperitoneum usually denotes a perforation of

an intra-abdominal viscus, but in about 10% of patients,

a nonsurgical source is responsible for free air in the peri-

toneum and the radiographic findings. Surgical interven-

tion is often performed in these patients that fails to

demonstrate disease or result in a reparative procedure.

In our review of the literature, 61 (44%) of 139 patients

with reported nonsurgical pneumoperitoneum went to

surgery without evidence of a perforated viscus.

In this retrospective series, eight patients with nonsur-

gical pneumoperitoneum were identified. Two patients

underwent laparotomy that elicited no abnormalities, and

the remaining six were successfully managed nonopera-

tively and discharged from the hospital (Table 1). The

major etiologic mechanisms may be grouped under the

following categories: postoperatively retained air, tho-

racic, abdominal, gynecologic, and idiopathic (Table 2).

Free intra-abdominal air following an abdominal sur-

gical procedure is a common and expected occurrence.

Pneumoperitoneum may be recognized on roentgenog-

raphy for as long as four weeks following an intra-

abdominal procedure, although complete resorption
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TABLE 1 .—Patient Characteristics and Cause of Pneumoperitoneum
*

Patient Age, y Sex Association(s) Cause Category

1

65 M ARDS, high airway pressures IPPV Thoracic

2

54 M Bullous emphysema Rupture of blebs Thoracic

3

74 M CPR, esophageal intubation CPR Thoracic

4

70 M Diverticulosis, irradiation to pelvis PCI Abdominal

5

72 F Scleroderma PCI versus CVD Abdominal

6

62 M Colonoscopy and polypectomy Postpolypectomy syndrome Abdominal

7

75 M Peptic ulcer disease, CABC ?Subclinical perforation Idiopathic

8

17 F Raynaud's phenomenon, bowel dilation ?Subclinical perforation Idiopathic

•ARDS = adult respiratory distress syndrome, CABC = coronary artery bypass grafting, CPR = cardiopulmonary resuscitation, CVD = collagen vascular disease, IPPV = intermittent positive-pressure

ventilation, PCI = pneumatosis cystoides intestinalis

usually occurs within the first week. 7 Following laparo-

scopic procedures, nearly 50% of patients will have air

within the peritoneal cavity detected radiographically. 8

TABLE 2.—Causes of Pneumoperitoneum

Category Mechanism

Postoperative Retained air from open laparotomy

Thoracic

Retained air from laparoscopy

Intermittent positive-pressure ventilation

Abdominal

Barotrauma

Increased intrathoracic pressure—cough, retching

Valsalva maneuver

Asthma

Bronchoscopy

Cardiopulmonary resuscitation and

mouth-to-mouth ventilation

Adenotonsillectomy

Pulmonary tuberculosis

Blunt trauma

Bronchopulmonary fistula

Spontaneous rupture of pulmonary blebs

Pneumatosis cystoides intestinalis

Gynecologic

Endoscopic procedures

Postpolypectomy syndrome

Peritoneal dialysis

Collagen vascular disease

Pneumocholecystitis

Jejunal and sigmoid diverticulosis

Distended hollow viscus

Subclinical perforated viscus

Vaginal insufflation

Idiopathic

Knee-chest exercises

Pelvic inflammatory disease

Coitus

Gynecologic examination procedures

Vaginal douching

Decreasing amounts of air are expected in either open or

laparoscopic cases, and thus, a protracted and increasing

pneumoperitoneum in the presence of abdominal pain

may indicate a complication of a perforated viscus and

the need for surgical exploration.

Spontaneous pneumoperitoneum from an intratho-

racic route is the most frequently reported cause in non-

surgical peritoneal air collections.
3-5,910

Intermittent

positive-pressure ventilation may lead to air being intro-

duced into the abdominal cavity by direct passage

through microscopic pleural and diaphragmatic defects

or through the mediastinum along the perivascular con-

nective tissue, traveling retroperitoneally, and then rup-

turing into the peritoneal cavity.
91112 The risk of

pneumoperitoneum during ventilatory support correlates

with peak inspiratory pressures above 40 cm of water and

positive end-expiratory pressures above 6 cm of water.
4

Other risk factors for barotrauma and subsequent pneu-

moperitoneum with positive-pressure ventilation include

large tidal volumes, noncompliant lungs, and preexisting

pulmonary disease, most notably obstructive airway dis-

ease and the adult respiratory distress syndrome.913 In

patients receiving ventilatory support who have a new
onset of pneumoperitoneum, the presence of air itself

may cause pain and peritoneal irritation, although gener-

ally of less severity than in visceral perforation.
141 '' The

report of patient 1 illustrates the thoracic route for non-

surgical pneumoperitoneum and the use of a xenon lung

scan for demonstrating extravasation of radioactive

tracer beneath the diaphragm with positive-pressure ven-

tilation. Other causes of pneumoperitoneum by the tho-

racic route include asthma, 16 spontaneous rupture of

pulmonary blebs (Patient 2),
17 pulmonary tuberculosis,

18

and blunt trauma.

Iatrogenic causes of pneumoperitoneum that share

the mechanism of increased tracheal pressure include

insufflation during bronchoscopy and mouth-to-mouth

resuscitation.
1319-21 Cardiopulmonary resuscitation may

result in abdominal free air due to the combination of

increased airway pressure and the application of blunt

force to the chest.
19-21 A rare phenomenon of tension pneu-

moperitoneum has been described as a complication of
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positive-pressure ventilation and cardiopulmonary resus-

citation that, without urgent decompression, rapidly pro-

gresses to hemodynamic collapse.
22,23 As in Patient 3, a

lowered threshold for surgery based on the inability to

perform a reliable physical examination may lead to a

high “negative laparotomy” rate in these patients.

The most common abdominal cause of nonsurgical

pneumoperitoneum is pneumatosis cystoides intestinalis,

also referred to as cystic lymphomatosis or enteromesen-

teric emphysema.4,24-26 Pneumatosis cystoides intestinalis

is characterized by multiple intramural gas-filled cysts that

may be throughout the gastrointestinal tract but are most

commonly found at the terminal ileum.
27 28 The condition

is generally benign and asymptomatic, although nonspe-

cific complaints such as vomiting, diffuse abdominal pain,

diarrhea, abdominal distension, and tenesmus are seen in

less than 15% of patients.
27,28 Pneumatosis cystoides

intestinalis is generally found in conjunction with other

primary disease processes, including chronic obstructive

pulmonary disease and inflammatory bowel disease. As
Macklin demonstrated, any thoracic disease that might

introduce air into the mediastinal route could lead to pneu-

matosis cystoides intestinalis.
11 When the cysts rupture, a

pneumoperitoneum may be produced with a spectrum of

symptoms ranging from asymptomatic to acute abdominal

pain. The condition generally resolves spontaneously but

may be indolent and recurrent. Treatment with hyperbaric

oxygen and antibiotics has demonstrated some efficacy in

reducing long-term symptoms from this disease. In the

short term, as in Patient 4, conservative and watchful man-

agement is generally sufficient.
25

Cases of atypical pneumatosis cystoides intestinalis or

an as-yet-undefined process of the gastrointestinal tract

are reported in collagen vascular diseases such as sclero-

derma, systemic lupus erythematosus, and mixed con-

nective tissue disorder.
25,26,29 As in Patient 5 of our series,

it is difficult to clearly establish the presence of pneu-

matosis cystoides intestinalis in all patients, but with a

relevant etiologic condition, attempted conservative

management is appropriate in the absence of peritonitis.

However, cases of pneumatosis cystoides intestinalis in

immunosuppressed patients that evolved rapidly into

enteric infection, bowel ischemia, and death have been

reported.
25,30 Caution is also warranted in infants, in

whom pneumatosis cystoides intestinalis is mimicked by

necrotizing enterocolitis.
24

Air insufflation, forceful manipulation, and excessive

electrocautery in endoscopy have also been linked to the

development of pneumoperitoneum. 31,32 Microperfora-

tions may allow air to escape under high pressures without

extravasation of intestinal contents. Pneumoperitoneum

may be detectable in as many as 0. 1% of endoscopic pro-

cedures, and although pneumoperitoneum was initially

thought to be an indication for laparotomy, conservative

management is generally warranted in the absence of peri-

toneal signs.
32,33

Rare causes following the abdominal route include

pneumocholecystitis,34
jejunal and sigmoid diverticulo-

sis,
35,36 and fecal impaction or distended hollow vis-

cus.
16,37

It is proposed that air can leak under pressure

from thinned, intact bowel wall without demonstrable or

clinically substantial perforation.

A phenomenon labeled postpolypectomy syndrome

has been described in transmural burns of the colon fol-

lowing polypectomy and may rarely be associated with

pneumoperitoneum.38,39
Patients with the syndrome gen-

erally present with fever, abdominal pain, and localized

peritoneal signs following endoscopy. Conservative

management by hospital admission, the cessation of oral

intake, intravenous antibiotic therapy, and hydration has

been reported. Patient 6 had a typical presentation of

postpolypectomy syndrome, and this case provides an

example of successful management by observation and

appropriate antibiotic therapy. Failure to improve or

worsening of symptoms require a laparotomy.

It has been proposed in idiopathic pneumoperi-

toneum, especially in the presence of a “negative laparot-

omy,” that a subclinical microperforated hollow viscus

may have been present. 5,3 '' 40 For a nonsurgical pneu-

moperitoneum to develop by this mechanism and resolve

with conservative management, the leak must be small

enough to permit the escape of gas without the evolution

of bowel contents, and it must occur in a patient whose

resistance to infection is intact. As in Patients 7 and 8 of

our series, pneumoperitoneum may have evolved from

subclinical perforation or be due to other factors that

remained enigmatic.

Gynecologic causes, although rare compared with the

previously described causes, illustrate another mecha-

nism whereby air can pass upward (through the fallopian

tubes) into the peritoneum. Specific examples include

vaginal insufflation by orogenital sex,
41

vaginal douch-

ing,
42 postpartum knee-chest exercises,

43
the use of bulb

aspiration in pelvic examinations,44 pelvic inflammatory

disease,
45 and coitus

46

Conclusion

Most patients with nonsurgical pneumoperitoneum

have historical clues or associated conditions that may
indicate to the physician the possibility of this diagno-

sis. When abdominal pain and distension are minimal

and peritoneal signs, fever, and leukocytosis are

absent, nonsurgical causes of pneumoperitoneum
should be considered.

Our recommendations are to remain alert for nonsur-

gical causes and, when such processes are considered, to

attempt conservative management with supportive care

and careful observation. Frequent reevaluation may pre-

clude surgical intervention in all but the sickest patients

to allow the clinical course to declare itself. Caution

must be exercised in maintaining strict vigilance, espe-

cially in immunosuppressed patients, in whom signs of

peritonitis may be occult and the course rapid and grave.

By acquiring a working knowledge of the wide array of

possible causes of pneumoperitoneum and their mecha-

nisms, physicians can more successfully avoid resorting

to unnecessary laparotomy and its associated morbidity.
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Alerts, Notices, and Case Reports

Cocaine-Induced Intestinal

Ischemia

MUHAMMAD A. WATTOO, MD
OLUSOLA OSUNDEKO, MD
Philadelphia, Pennsylvania

Cocaine, an alkaloid derived from the Erythroxylon coca

plant, remains a popular recreational drug.
1 Although its

recreational use has decreased, the number of hard-core

regular users remains unchanged at 476,000 according to

the 1993 National Institute on Drug Abuse Household Sur-

vey.
2 Cocaine-related complications are, therefore, of clini-

cal importance. Bowel ischemia due to cocaine use is prob-

ably more common than is reported, but it may be over-

looked because its presentation is similar to other acute

abdominal conditions. A direct causal relationship between

cocaine use and bowel ischemia is difficult to prove. Nev-

ertheless, the patients described in published reports so far

had been relatively young, had a positive urine toxicology

screen for cocaine, and had no previous history of athero-

sclerosis. We report a case of acute small bowel ischemia in

the oldest patient after smoking crack cocaine.

Report of a Case

The patient, a 50-year-old man who smoked ciga-

rettes and crack cocaine regularly, presented to the emer-

gency department with a three-day history of abdominal

pain, nausea, vomiting, and poor urine output after a

binge of alcohol and cocaine use. The abdominal pain

was sudden in onset, severe in intensity, and located

mainly in the lower abdomen. The pain was made worse

by oral intake and had no relieving factors. There was no

history of fever, chills, chest pain, back pain, shortness

of breath, or seizures. He had been unable to eat or drink

for three days because of the pain.

On examination, the patient was awake and alert but

looked uncomfortable. Apart from tachycardia (115 beats

per minute), he had normal vital signs. He was clinically

dehydrated. He had diffuse tenderness in the lower

abdomen with guarding in his right lower quadrant, but

no rebound was elicited at this stage. Bowel sounds were

markedly diminished, and a rectal examination showed
occult blood in the stool. Pertinent laboratory data

included the following values: a leukocyte count of
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30X104
per liter (30,000 per pi) with a leftward shift;

hemoglobin level, 1 85 grams per liter (18.5 grams per dl );

hematocrit, 0.55 (55%); platelet count, 300X 10
y
per liter

(300,000 per pi); serum bicarbonate, 19 mmol per liter;

blood urea nitrogen, 16.4 mmol per liter (46 mg per dl);

creatinine, 582 pmol per liter (6.6 mg per dl); phos-

phate, 3.13 mmol per liter (9.7 mg per dl; normal,

0.80-1 .55 mmol per liter); and anion gap. 28. Other lab-

oratory results were a creatine kinase level of greater

than 16,000 units per liter (normal, 20-315); lactate

dehydrogenase level, 9,282 units per liter (normal,

111-217); aspartate aminotransferase, 1,996 units per

liter (normal, 3-26); alanine aminotransferase, 580 units

per liter (normal, 5-30); alkaline phosphatase, 144 units

per liter (normal, 25-128); amylase, 270 units per liter

(normal, 30-120); and lipase, 144 units per liter (normal,

0-200). A urinalysis revealed 1-plus ketones, 3-plus

blood and protein, 40 to 50 white blood cells per high-

powered field, and few bacteria. The findings of urine

microscopy were consistent with acute tubular necrosis.

Abdominal roentgenogram showed only a nonspecific

bowel gas pattern. Computed tomography showed
abdominal ascites and fluid collection or inflammatory

changes (or both) in the right lower quadrant. The patient

was admitted to the intensive care unit and was given

fluid resuscitation and antibiotics. After a few hours, the

patient became febrile, his abdominal pain worsened, and

he had abdominal distension, generalized rebound ten-

derness, and absent bowel sounds. The patient underwent

an exploratory laparotomy that revealed gangrenous dis-

tal small bowel, including the distal ileum. A 75-cm seg-

ment of the nonviable bowel was resected, and an end-

to-end anastomosis was done. Microscopic examination

of the specimen of resected bowel revealed acute

ischemic necrosis of the small bowel wall. There was no

thrombus, embolus, or atherosclerosis. The patient

received hemodialysis, his renal function improved grad-

ually, and he was subsequently discharged.

Discussion

We searched MEDLINE for the literature on cocaine-

induced bowel ischemia.-^
17 The review excluded those

who swallowed condom-filled cocaine packets with the

intention of smuggling the drug—the so-called body pack-

ers. There were 1 8 cases to date, with most patients in their

third or fourth decade of life. Our patient was the oldest at

50 years of age. There was nearly a 2: 1 ratio of women to

men. No method of administering cocaine is safe. Apart

from two patients whose route of administration was

unknown, most patients either smoked crack cocaine or

injected it intravenously. Most cases involved ischemia of

the small rather than the large bowel, and two thirds of the

patients recovered, usually with surgical management

(Table 1).
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TABLE 1 —Reported Cases of Cocaine-Induced Bowel Ischemia*

Reference Age, y Sex Route Site of Ischemia Outcome

This report .... 50 M Smoked crack Small bowel Survived

Sudhakar et al, 1997 3 .... 35 F Unknown Small bowel Died

Sudhakar et al, 1997 3 .... 32 F IV Small bowel Survived

Boutros et al, 1997* .... 36 F Smoked crack Large bowel Survived

Myers et al, 1 996 s .... 29 F IV, smoked crack Celiac artery thrombosis, mesenteric ischemia Survived

Myers et al, 1 996 s .... 35 F IV Distal ileum, cecum Survived

Jawahar et al, 1995 6
.... 31 F Intranasal Small bowel Died

Yang et al, 1 991
7

.... 26 F Smoked crack Large bowel Survived

Freudenberger et al, 1990 8
. .

.

.... 38 M IV Small bowel Died

Mizrahi et al, 1 988
9

.... 27 M Intranasal Small bowel Survived

Endress et al, 1992 10 .... 30 F Smoked crack Small bowel Survived

Hazanas et al, 1993" .... 23 F Oral Large bowel Died

Hon et al, 1990’ 2 ....37 F Smoked crack Small bowel Survived

Garfia et al, 1990 13
.... 24 M Not specified Small bowel Died

Martin, 1991
14

.... 30 M Intranasal Bowel Survived

Brown et al, 1994 15
. . . .47 M IV Large bowel Survived

Fishel et al, 1985 16
.... 37 M Smoked crack Cecum and ascending colon Survived

Nalbandian et al, 1985 17
.... 29 F Oral Small bowel Survived

Nalbandian et al, 1985 17
.... 26 F Oral Distal small bowel and proximal colon Died

*IV = intravenous injection

In keeping with previously described patients, our

patient had no history of predisposing factors that make
other causes of bowel ischemia likely. An additional fac-

tor may be cigarette smoking, a common finding among
those who use cocaine. The combined use of cocaine and

smoking has a probable additive effect on coronary artery

vasoconstriction.
18 This may be applicable to other ves-

sels elsewhere in the body, including mesenteric vessels.

Our patient had been smoking for many years and was a

current smoker at the time of his illness.

This patient had rhabdomyolysis that resolved with

medical treatment. We had expected rhabdomyolysis to

be a common complication among patients with bowel

ischemia because ischemia is its most frequent cause.
19

Rhabdomyolysis, however, may be rare or underreported

because there is only one reported case linking it to

bowel ischemia.
8 We suggest that rhabdomyolysis should

be screened for in all these patients because it may cause

acute renal failure.
19

Cocaine is a well-known central nervous stimulant,

local anesthetic, and pyrogenic agent. Several mechanisms

have been proposed to explain how cocaine causes bowel

ischemia. It potentiates the normal adrenergic response by

blocking the reuptake of presynaptic monoamine neuro-

transmitters.
20 Mesenteric vessels contain many a-adren-

ergic receptors.
21 Stimulation of these receptors causes

intense vasoconstriction, leading to reduced blood flow

and ischemia. Cocaine also has a direct vasoconstrictive

effect by enhancing calcium flux across the endothelial

membrane. 22 Some investigators have suggested that

cocaine has a direct toxic effect on the gut mucosa.23

Cocaine displaces the transmitter from the axonal mem-

brane, thereby inducing a sympathomimetic response.
24

Thrombus formation and platelet aggregation are

enhanced following cocaine administration.
23 Cocaine

also decreases fibrinolytic activity by stimulating plas-

minogen activator inhibitor activity.
26 Some or all of these

effects of cocaine may explain the increased susceptibility

of the bowel to ischemia in patients who abuse this drug.

This report highlights the importance of including

cocaine use in the differential diagnosis of acute

abdomen in all patients. That our patient was 50 years

old suggests that probably no age barriers to drug abuse

exist. Many cases may go unrecognized for different

reasons. Some patients may be reluctant to admit to

cocaine use, drug testing is not uniform, and dose-

related complications are not consistent.
27
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The Anticoagulant Effect of warfarin sodium is

influenced by several disease states, most notably renal

(Woeber KA, Warner I. Potentiation of warfarin sodium by
amiodarone-induced thyrotoxicosis. West

)
Med 1999;

170:49-51)

From the Department of Medicine, University of California, San Francisco

(UCSF)/Mount Zion Medical Center, San Francisco, California.

Reprint requests to Kenneth A. Woeber, MD, FRCPE, UCSF/Mount Zion
Medical Center. PO Box 1640, San Francisco, CA 94143-1640 (e-mail:

woeber@ itsa.ucsf.edu).

and hepatic dysfunction, and by pharmacokinetic inter-

actions with drugs that either induce or inhibit the

hepatic microsomal mixed-function oxidase system. 1

Although thyrotoxicosis has been reported to potentiate

the anticoagulant effect of warfarin, necessitating a

reduction in dosage,
2-4

this phenomenon is not gener-

ally appreciated because the dosage requirements of

most other drugs are increased in patients with thyro-

toxicosis. 5 We report the case of a patient with severe

cardiac disease taking stable maintenance doses of war-

farin and amiodarone in whom the emergence of amio-

darone-induced thyrotoxicosis was heralded by an

abrupt increase in the prothrombin time.

Report of a Case

The patient, a 73-year-old man, had coronary heart

disease, severe left ventricular dysfunction, type 2 dia-

betes mellitus, systolic hypertension, and hypercholes-

terolemia. His course had been complicated by recurrent

episodes of supraventricular tachycardia that resulted in

acute pulmonary edema. Various antiarrhythmic drugs

had been used in an attempt to control the episodes of

supraventricular tachycardia, but only amiodarone was

found to be effective. Accordingly, he had been taking

amiodarone, 200 mg a day, for about two years without

a recurrence of supraventricular tachycardia. During this

period, he had also been taking warfarin to maintain an

international normalized ratio (INR) of the prothrombin

time of approximately 2.0. His other medications included

losartan potassium, metoprolol tartrate, isosorbide

mononitrate, furosemide, digoxin, aspirin, pravastatin

sodium, and glyburide. On this regimen, he had felt rel-

atively well, and his serum thyrotropin values were nor-

mal on numerous occasions, the most recent value being

1.7 mU per liter (normal, 0.4-5.5) in October 1996. He
was taking a stable maintenance dose of 3.5 mg of war-

farin sodium a day, and the doses of his other medica-

tions had not been changed nor had new medications

been added.

In February 1997, the patient’s INR abruptly

increased to 5.5 (verified by repeat analysis), and the

dose of warfarin was reduced to 2.5 mg a day (Table 1).

In the ensuing two months, the patient noticed increas-

ing effort intolerance, muscle weakness, fatigue, and

weight loss without a change in appetite. He had no his-

tory of thyroid disease, and thyroperoxidase and thy-

roglobulin antibodies were absent in serum. He was not

taking nonprescription drugs or nutritional supplements.

On examination, he weighed 67 kg (148 lb) and was

71 in tall, with a regular pulse of 90 beats per minute and

a blood pressure of 150/70 mm Hg. Eye signs of thyro-

toxicosis were absent. The thyroid gland was nontender

and normal in size, but firmer than normal and with a

finely irregular surface. An S
3
gallop and an apical sys-

tolic murmur were present. Breath sounds were decreased

at both bases. There was no peripheral edema. The limb-

girdle musculature was wasted, and a fine tremor of the

hands was present.
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ABBREVIATIONS USED IN TEXT
INR = international normalized ratio

RAIU = radioiodine uptake

Laboratory investigation elicited the following values:

serum thyrotropin, less than 0. 1 mU per liter; serum free

thyroxine (T
4
), 41 pmol per liter (normal, 9-20); and

24-hour thyroid radioiodine uptake (RAIU). less than 0.01

(normal, 0.12-0.30). A chest radiograph revealed worsen-

ing left ventricular failure. Results of liver function tests

were normal.

A diagnosis of amiodarone-induced thyrotoxicosis was

made that was substantiated by the markedly suppressed

RAIU value. As amiodarone could not be discontinued

because of concern about recurrent arrhythmia, the dose

was reduced to 100 mg a day, and a regimen of methi-

mazole, 30 mg a day, was begun. Potassium perchlorate,

200 mg a day, was added, as soon as it was obtained about

two weeks later, to block thyroid iodide uptake.

Over the next two months, the patient’s clinical condi-

tion steadily improved, and serum free T
4
values returned

toward normal. Potassium perchlorate was discontinued,

the dosage of methimazole was reduced to 20 mg a day,

and later it was also discontinued. The decline in the

serum free T
4
level was accompanied by a concordant

decrease in warfarin sensitivity, expressed as the quo-

tient of INR and warfarin dose (Table 1).

Discussion

Amiodarone and warfarin are often prescribed con-

currently in the management of patients with cardiac

tachyarrhythmias. Thyrotoxicosis induced by amio-

darone use may appear at any time during administra-

tion of the drug and often does so abruptly. A cyto-

toxic effect of the drug may lead to thyroiditis, iodine

release from the drug may lead to the Jod-Basedow
phenomenon, or a combination of these effects may be

responsible. 6 Although amiodarone may potentiate

warfarin action by interfering with its metabolic dis-

position, our patient had been taking both drugs for

two years before the relatively abrupt emergence of

thyrotoxicosis that, in retrospect, was heralded by an

increase in warfarin sensitivity. Accordingly, it is

unlikely that the potentiation of warfarin action was

due to amiodarone per se. Moreover, the doses of the

other medications that the patient was taking had not

been changed, and no new medications had been

added that might have accounted for the potentiation

of warfarin action. On the other hand, a close concor-

dance was noted between the serum free T. level and
4

warfarin sensitivity, expressed as the quotient of INR
and warfarin dose, and this concordance was still evi-

dent when the serum free T
4
level was transiently sub-

normal as a result of treatment (Table 1).

The potentiation by thyrotoxicosis of the anticoagu-

lant effect of warfarin has been reported from time to

TABLE 1 —Warfarin Sensitivity in Thyrotoxicosis*

Date INR Warfarin, mg/dayf INR: Warfarin Ratio Free T
t
Level, pmol/liter

12/26/96 1.9 3.5 0.54 —
1/24/97 1.8 3.5 0.51 —
2/24/97 5.5 3.5 (2.5) 1.57

3/07/97 1.8 2.5 (3.0) 0.72

3/21/97 2.0 3.0 0.67 —
4/22/97 3.2 3.0 (2.5) 1.07

5/05/97 2.2 2.5 0.88 41

5/20/97* 2.2 2.5 0.88 —
6/09/975 2.0 2.5 0.80 40

6/23/97 2.1 2.5 0.84 28

7/14/97 1.6 2.5 (2.7) 0.64 22

7/28/97 1.5 2.7 (3.0) 0.56 18

8/11/97" 1.7 3.0 (3.5) 0.57 15

9/12/97* 1.8 3.5 0.51 —
9/29/97 1.9 3.5 0.54 10

11/3/97’ 1.3 3.5 0.37 6

12/1/97 1.8 3.5 (4.0) 0.51 12

1/5/98 2.5 4.0 0.62 15

*INR = international normalized ratio, T
4
= thyroxine

tValues in parentheses refer to a subsequent dose adjustment.

^Treatment with methimazole, 30 mg a day, was begun.

§Treatment with potassium perchlorate, 200 mg a day, was begun.

IIMethimazole dosage reduced to 20 mg a day and potassium perchlorate discontinued.

#Methimazole dosage reduced to 10 mg a day.

^Methimazole discontinued.
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time.
2 '4 This apparent paradoxical effect, however, is

not generally appreciated because the dosage require-

ments of most other drugs are increased in thyrotoxico-

sis as a result of increased degradation. Warfarin exerts

its anticoagulant action by interfering with the activa-

tion of the four vitamin K-dependent clotting factors,

II, VII, IX, and X, through the inhibition of vitamin K
epoxide reductase. In thyrotoxicosis, the metabolic

clearance rate of some of these factors is increased, and

the concentration of factor II is depressed. 4 -5 Thus, less

warfarin would be required to prolong the prothrombin

time in patients with thyrotoxicosis. In our patient, sen-

sitivity to warfarin, which we have expressed as the

quotient of INR and warfarin dose, increased abruptly

when the patient first became aware of symptoms that,

in retrospect, were in all likelihood due to the emer-

gence of amiodarone-induced thyrotoxicosis. Return to

the euthyroid state was accompanied by a decrease in

sensitivity to warfarin.

REFERENCES

1. Kelly JG, O'Malley K. Clinical pharmacokinetics of oral anticoagulants.

Clin Pharmacokinet 1979: 4:1-15

2. Vagenakis AG, Cote R, Miller ME. Braverman LE. Stohlman F Jr. Enhance-

ment of warfarin-induced hypoprothrombinemia by thyrotoxicosis. Hopkins Med
J 1972; 131:69—73

3. Self T, Weisburst M. Wooten E. Straughn A. Oliver J. Warfarin-induced

hypoprothrombinemia: potentiation by hyperthyroidism. JAMA 1975; 231:

1165-1166

4. Kellett HA. Sawers SA. Boulton FE. Cholerton S. Park BK. Toft AD.
Problems of anticoagulation with warfarin in hyperthyroidism. Q J Med 1986:

58:43-51

5. Shenficld GM. Influence of thyroid dysfunction on drug pharmacokinetics.

Clin Pharmacokinet 1 98 1 : 6:275-297

6. Bartalena L. Brogioni S. Grasso L, Bogazzi F. Burelli A. Martino E. Treat-

ment of amiodarone-induced thyrotoxicosis, a difficult challenge: results of a

prospective study. J Clin Endocrinol Metab 1996: 81:2930-2933

Persistent Hiccups Induced by
Dexamethasone
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Hiccups or Singultus are transient events experienced

occasionally by most people. They are usually benign and

of brief duration, but may become persistent. Although

the cause of most episodes is never determined, many
known associated conditions have been identified, includ-

ing medications. We present a case of hiccups induced by

the administration of dexamethasone.
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Report of a Case

The patient, a 30-year-old man with no relevant med-

ical history, presented with coffee-ground emesis on the

day of admission and persistent hiccups for two days. He
had recently been evaluated by a dermatologist in Mex-

ico and had received 16 mg of dexamethasone intra-

venously for “allergic skin lesions.” Unfortunately, no

further information was available. He denied prior

intake of any medications, alcohol, or tobacco.

A physical examination showed persistent hiccups at

a rate of 6 to 9 per minute, mild epigastric tenderness,

and heme-positive stools. Multiple circumscribed papu-

lar skin lesions were seen over the flexor surface of the

upper extremities, consistent with urticaria. Laboratory

evaluation revealed a leukocyte count of 17.27X 109 per

liter with a normal differential cell count, a hemoglobin

level of 158 grams per liter, and a hematocrit of 0.45.

The results of electrolyte tests, liver function tests, and

coagulation studies were normal.

Esophagogastroduodenoscopy revealed erosive

esophagitis and gastritis. The following techniques

were attempted unsuccessfully to terminate hiccups in

the patient: Valsalva maneuver, stimulation of the

pharynx with a cotton-tipped swab, and drinking

water. The patient continued to have hiccups that also

failed to respond to treatment with chlorpromazine.

The patient’s hiccups resolved four days after the ini-

tial dexamethasone injection. Because dexamethasone

was suspected as the cause of hiccups, the patient was

offered a challenge test. The benefits and risks were

explained to him, specifically the identification of a pos-

sibly avoidable drug side effect. After his authorization,

the same dose of dexamethasone was administered intra-

venously one week after his discharge from the hospital.

His hiccups reappeared within two hours and disap-

peared after 36 hours.

Discussion

Hiccups are involuntary contractions of the

diaphragm, terminated by the abrupt closure of the glottis.

Transient hiccup episodes can last as long as 48 hours.

When an episode continues for more than 48 hours, it is

termed persistent. Hiccups lasting longer than one month

are considered intractable.
1 Transient hiccups occur

equally in both sexes, but persistent and intractable hic-

cups occur more frequently in men. 2 Hiccups serve no

physiologic function. The physiologic mechanism of hic-

cups is thought to result from the stimulation of one or

more of the three components of the hiccup reflex arc, the

afferent, central, and efferent limbs. 3 The afferent limb

comprises the phrenic and vagus nerves and the sympa-

thetic chain from thoracic segments T6 to T12. The cen-

tral connection between the afferent and efferent limbs is

attributed to a nonspecific anatomic location between cer-

vical segments C3 and C5. The efferent limb consists pri-

marily of the phrenic nerve, in addition to the glottis,

accessory respiratory muscles, and a complex interaction

between the brainstem and midbrain areas, including the
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respiratory center, phrenic nerve nuclei, medullary reticu-

lar formation, and hypothalamus.

The evaluation of persistent and intractable hiccups

should focus on a thorough history, physical examina-

tion. and laboratory studies necessary to disclose possible

underlying causes that could stimulate this reflex. Med-
ications are not considered a common cause of hiccups.

Souadjian and Caiir in their review of 220 cases of

intractable hiccups do not report medications as a cause.

Only three cases of dexamethasone-induced hiccups

were reported in the literature.
4"6

In another report, hic-

cups were associated with dexamethasone-cyclophos-

phamide pulse therapy.
7

Persistent hiccups have also

been reported with the use of methylprednisolone. 8

The mechanism of corticosteroid-induced hiccups is

not known. It has been proposed that corticosteroids

may stimulate the hiccup reflex arc. Animal studies sug-

gested that corticosteroids reduce the synaptic transmis-

sion threshold in the midbrain.9

The incidence of corticosteroid-associated hiccups is

unknown. The few cases reported indicate either that the

incidence is low or that the effect is so mild and self-lim-

ited that it goes unrecognized. Discontinuing the sus-

pected drug usually results in the termination of hiccups.

Recovery may take several hours to a few days.

Because corticosteroids are widely used in medicine,

we would like to raise the level of awareness among
clinicians of the association between corticosteroids and

hiccups. A drug history should be carefully reviewed as

a possible cause of hiccups. This will obviate the need

for further unnecessary investigations.
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Alone

WILLIAM E. BYRD, MD, Roanoke Rapids, North Carolina

Loneliness is not the sickness unto death. No, but can

it be cured except by death? And does it not become
the harder to bear the closer one comes to death?

Markings, 1966

DAG HAMMARSKJOLD

Two weeks after I entered private practice, I met a man
whose quick and unlamented departure from this

world would create a lasting impression on my mind.

At 7 pm on Thanksgiving evening, I was called to the

emergency department to see a 63-year-old man who
had sustained a massive anterior myocardial infarction.

Mr Evans,* an unemployed plumber, developed severe

chest pain after leaving a local Mexican restaurant. A
rescue squad was quickly summoned, and he was trans-

ported to our hospital emergency department, where he

was found to be hypotensive and in complete heart

block. After thrombolytic therapy was initiated and a

temporary pacemaker inserted by the cardiologist on

call, he was then transferred to the coronary care unit.

As soon as nurses had adjusted the oxygen and intra-

venous fluids, I introduced myself and began to take his

history. Despite his precarious state, Mr Evans was

pleasant and courteous, continually thanking the physi-

cians and nurses for their care.

He was slender, muscular, 5’9” tall, and weighed

about 68 kg (150 lb). He was clean-shaven and appeared

to be somewhat younger than his stated age. A brief his-

tory revealed that he was a widower of 20 years and had

a son and daughter living in a neighboring state. At his

request, the nurse removed a worn calling card, “Bob’s

Plumbing and Air Conditioning,” from his wallet. On
the back were scrawled two names—Sandra and

Mark—with corresponding telephone numbers.

Looking at me, he said, “You can call my children, if

you like.”

“I'll be happy to,” I responded.

By this time, Mr Evans was experiencing more chest

pain, requiring both intravenous nitroglycerin and mor-

phine sulfate. His blood pressure was barely holding at

*This patient vignette has been modified to protect the identity of the

patient and the family.

90 mm Hg systolic, despite a dopamine hydrochloride drip.

His electrocardiogram revealed diffuse ST elevation in the

anterior and precordial leads, all compatible with an ante-

rior myocardial infarction with extension. With the patient

in impending cardiogenic shock, I realized I needed to

notify the children immediately to give them sufficient time

to arrive before their father’s condition deteriorated further.

I decided to call the son first. The phone was picked

up on the second ring. The background was filled with

laughter and the clinking of glasses.

“May I speak with Mark Evans, please?” I asked.

“I’m your man, buddy,” a jovial voice responded.

I introduced myself and told him of his father’s criti-

cal condition. After I finished, there was a long silence.

I thought I had been disconnected.

“Hello, Mr Evans? Hello?” I repeated.

“I hear you,” Mark Evans replied, speaking without

emotion.

I continued, “Your father may die within the next

24 hours, so I thought you might wish to get down and

see him if you can.”

There was another minute of complete silence, and

then, “He was no father to me.”

“I see,” I said, taken aback. “Then, what do you want

me to tell him?”

“I really don’t give a damn what you tell him. Doc,”

Mark Evans replied, the decibels of his voice increasing

severalfold.

Collecting myself, I said, “If he should die in the next

few hours, do you wish me to call you?”

“Not particularly,” he said. “Don’t they have ways of

disposing of bodies that no one claims?” I then began

breathing deeply, feeling chilled all over. I had never

encountered such a situation either in residency or fellow-

ship training. I was trying to think how best to respond.

Speaking slowly, I said, “I believe the coroner can

cremate an unclaimed body.”

“Then cremate the son-of-a-bitch!” he screamed.

With that, he hung up.

With the phone quivering in my hand, I clenched my
teeth for a moment, waiting for the ringing in my ears

to stop. Shaking my head several times, I then dialed

the daughter’s number. The phone was immediately

(Byrd WE. Alone. West
]
Med 1 999; 1 70:53-54)
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answered. I introduced myself and said, “Is this Sandra

Evans, the daughter of Robert Evans?”

“I’m Sandra Martin now,” a cold voice replied.

I then proceeded to tell her about her father’s near-

terminal condition. Concluding, I said, “Your father

asked if you would be coming in the next several hours.”

There was no response. After about a minute, she

said, “I think I’ll pass on this one. Why don’t you call

my brother.”

“I have,” I responded.

“And?”

“He said he wouldn’t be able to make it either.”

Laughing, she said, “I guess not. Probably car trou-

ble.” After pausing for an additional moment, she con-

tinued, “Unbelievable. After 20 years.”

“I beg your pardon?” I said.

“Oh, nothing,” she replied. Her voice now becoming

icy, she responded, “I’ve really got to go now—bridge

party, you know. You sound tired. Doctor. Why don’t

you just get some sleep and let nature take its course.”

Before I could answer, she hung up.

Sitting down, I pondered how best to approach Mr
Evans. When I returned to his room, he was pale and

lethargic, with his blood pressure now 60/0 mm Hg.

As I spoke to him, he seemed to rally briefly, smiling

and waiting for me to respond. He then asked, “Did

you get them?”

“Yes, I did. I talked to them both.”

“Are they coming?”

Hesitating a second. I said, “They’re on their way.”

He then exhaled deeply and fell back on his pillow.

I stepped out of the room to go to the nursing station,

when both nurses jumped up shouting, “Code Blue! Code
Blue, room 3!” The next few moments were pandemo-

nium, with crash carts, nurses, and anesthetists rushing

into room 3. Mr Evans was in asystole, and cardiopul-

monary resuscitation was continued for about 15 minutes.

It was to no avail, and he was pronounced dead.

As I left the coronary care unit, my shirt drenched with

sweat, I headed for the on-call room to get a shower. I

slept fitfully the rest of the night, despite the fact that I

received no calls from the emergency department. The
next morning, as I checked out with the oncoming physi-

cian, I asked him to call me if he heard anything from the

family. There were no calls, and I returned to my daily

routine at the office.

Three weeks later, I decided to call the coroner’s

office to see who had claimed Mr Evans’ remains. Wil-

son Askew, the coroner, quickly responded, “Oh, yes.

Evans, poor fellow. No one claimed the body. Not so

much as a phone call. We cremated him last Friday.”

As I hung up, I felt I had participated in some type of

pagan ritual. What could Robert Evans have possibly

done to his children to merit such treatment—such com-

plete suspension of human decency? I would never

know. But would it have really made a difference if I had

known? Probably not. I had missed the first several acts

of his life and had witnessed only the final, tragic scene

in a lifelong drama.

* * *

“Lessons From the Practice” presents a personal

experience ofpracticing physicians, residents, and med-

ical students that made a lasting impression on the

author. These pieces will speak to the art of medicine

and to the primary goals of medical practice—to heal

and to care for others. Physicians interested in con-

tributing to the series are encouraged to submit their

“lessons" to the series’ editors.
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Lessons From the Practice

Saying No

VICTORIA MAIZES, MD, Tucson, Arizona

S
aying no to patients is not something that most physi-

cians learn in medical school. Nor does it come nat-

urally or instinctively. Rather, after years of trial and

error, as patients ask for things that physicians consider

inappropriate, physicians eventually develop a style that

works for them.

How patients feel about their physicians’ saying no is

another matter. No one likes to be told no. When physi-

cians say no, patients often don’t return. They perceive

themselves in a “one-down” situation. They may feel

embarrassed and look for another physician.

The specific situations are familiar ones. Whether the

patient is asking for a third or fourth refill of Vicodin

(combination product of hydrocodone bitartrate and aceta-

minophen) for chronic back pain, wants to be classified

“disabled” for a problem that seems minor, or is convinced

that magnetic resonance imaging is the only thing that will

answer his or her questions, physicians have often heard

these requests before. The automatic response often is to

lecture the patient on why the request is not a good idea.

Yet, even as physicians say no, they struggle with it.

There is often uncertainty in medical situations. One way to

handle uncertainty is to trust the patients. Physicians want

to be liked. Finally, saying no takes longer (at least initially)

than “giving in” and granting patients their requests. But if

physicians give in, they then feel compromised.

When searching the literature to prepare this article, I

was surprised to find that nothing had been written on

the topic. I questioned colleagues, who concurred. Yet,

interest among practicing physicians is high. Managed
care’s quarterly member-satisfaction surveys give physi-

cians an incentive to improve their communication

skills. A “No” said without finesse often leads to a

patient complaint, another item tracked by many health

maintenance organizations.

As a brief negotiation trainer,* I repeatedly heard the

question, “What about when you have to say no?” In a

series of focus groups, I developed and tested the fol-

lowing seven steps and found them effective in preserv-

ing the physician-patient relationship.

*Brief negotiation is a communication skill that clinicians use to increase

patient motivation to make lifestyle changes.

Step 1. Listen

Make sure you clearly understand what the patient

is asking for. A patient’s request for a magnetic reso-

nance imaging scan may be a request for a more spe-

cific diagnosis.

Draw the patient out with encouraging comments like

“Tell me more.” This is counterintuitive because the

physician’s initial impulse usually is to try to stop the

patient from talking.

Step 2. Acknowledge

Restate your patient’s request so he or she knows
you’ve heard and understood the request.

Use reflective listening. For example, in response to

a patient’s request for diet pills, reflect back: “What I

hear you saying is, you really want to lose weight,” or,

in response to a request for pain medication: “You really

want to reduce your pain.” It is important not to trivial-

ize the patient’s experience.

Step 3. Preamble

Develop your own introduction. For example: “I

know this is something you were really hoping I could

help you with,” or “This is really difficult for me to say.”

Step 4. Express Empathy

Empathy toward the patient needs to be genuine.

Consider how you felt when an authority figure refused

one of your requests.

Find your own language. For example: “I care

about you; I would like to work with you to try to find

a solution.”

Step 5. Explain Rationale

Your patient may or may not be willing to hear your

rationale (due to anger, frustration, and so forth). Sum-
marize your reason briefly, using terms that are clear,

plain English, not medical jargon.

(Maizes V. Saying no. West
J
Med 1999; 1 70:55-56)

From the Program in Integrative Medicine, The University of Arizona Health Sciences Center, Tucson, Arizona.

Reprint request to Victoria Maizes, MD, Program in Integrative Medicine, PO Box 245153, Tucson, AZ 85724 (e-mail: vmaizes@ahsc.arizona.edu).
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Ask permission before giving a longer explanation.

"Do you want to know more?”

Use “I” language. For example: “I don’t prescribe

Vicodin for chronic pain because I find . . not “You

shouldn’t use Vicodin because you may become addicted.”

Step 6. Ask for a Response

Requesting a response from the patient helps assess

whether the patient has understood your perspective.

“Do you understand why I can't . .
?” Listen to the

answer.

Step 7. Assess Readiness to Consider Other
Options

Ask the patient, “Would you be interested in explor-

ing other options?” If the patient is not ready, don’t push

other options.

These seven steps help protect the therapeutic rela-

tionship with patients when physicians must say no.

They need not be followed sequentially, and the spirit in

which they are communicated is undoubtedly more
important than the actual words. Although they cannot

ensure that every patient visit ends on a positive note,

they are likely to help.

* * *

“Lessons From the Practice” presents a personal

experience ofpracticing physicians, residents, and med-

ical students that made a lasting impression on the

author. These pieces will speak to the art of medicine

and to the primary goals of medical practice—to heal

and to care for others. Physicians interested in con-

tributing to the series are encouraged to submit their

“lessons" to the series’ editors.

JONATHAN E. RODNICK, MD
STEPHEN J. MCPHEE, MD
Assistant Editors
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* * *

As I Looked Again

The photograph:

Oakland, California,

History Room; 1918 flu

epidemic; auditorium

filled with cots of people

dying! Crosscurrents

in memory...

a little girl running

our farm’s meadow like

a young doe wide-eyed

startled wonderment;

eyes flooded, dark-

ringed in Argyrol,

keep flu away!

Leaning into the photograph,

swift heartbeat, the story came...

Philadelphia; my 18-year-old

cousin, hopping his bike,

delivering, door to door,

the corner druggist’s medicines;

home, exhausted to bed,

doctor said. Too late.

He's gone. Flu. three days, dead!

1997: photograph “in time,” emotion

feeling his dark curly hair

neatly arranged over a passive,

pale face, movement of the glide

into death, mine.

Esther Buffler

Portsmouth. New Hampshire

Photo Courtesy of the Historical Photograph Collection of the Oakland Public Library, Oakland, California.
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The Cleveland Clinic Foundation. We
have built the region's largest and most
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through a commitment to international

leadership and top quality patient care,

education and research.

The recent partnership between The Cleveland Clinic and the Wooster Clinic hos created

excellent opportunities for Board Certified/Eligible:

Internists • Cardiologists

Pulmonologists • Gastroenterologists

Enjoy the advantages of practicing personalized, community-based medicine combined

with access to state-of-the-art facilities at The Cleveland Clinic's main campus. The

Wooster, Ohio location offers a wonderful, family-oriented community, in a progressive

college town. Become part of an expanding, multispecialty medical group.

Qualified professionals will receive a competitive salary, excellent benefits and paid

meeting and vacation time. Send curriculum vitae to: Attn: John Ferkan, Manager,

Physician Recruitment, The Cleveland Clinic Foundation, P.0. Box

#606140, Cleveland, OH 44106. Fax: 216-738-4059. email:

ferkanj@cesmtp.ccf.org. We ore proud to be on equal opportunity employer.

Smoke/drug-free environment.

Visit our homepage on the world wide web: www.ccf.org.

The Cleveland Clinic
Every Life Deserves World Class Care
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Physician needed part-time (.2—.5 FTE) to pro-

vide geriatric primary care and some adult inter-

nal medicine for our Over 60 Health Center in

East Oakland. Board Certification IM or FP

required. Community clinic/minority background

experience highly desirable. Contact: Dr. Floyd

Huen, Medical Director (510) 597-8010 Ext.

407. Resume: LifeLong Medical Care, 1860

Alcatraz Avenue, Berkeley, CA 94703.

YELLOWSTONE NATIONAL PARK. Physician to

cover outpatient clinic, emergency room, and

inpatient at Lake Hospital from May to

September 1999. Send CV to: Yellowstone Park

Medical Services, 707 Sheridan Avenue, Cody,

WY 82414 or call 1-800-654-9447 (ext. 462).
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phone (602) 246-8901.

Brochures and registration forms are available from the

contact person or organization sponsoring the program.
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(303)798-5731.
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3387. For more information on accreditation or certifica-

tion, please write to the above address.
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ANESTHESIOLOGY
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CARDIOLOGY
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sored by the Cardiothoracic Research &Education Forum. Contact: Aligned
Management Associates, Inc. P.O. Box 23220, San Diego CA 92193 (619)
541-1444 or fax (619) 541-1447. www.amainc.com
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1999-Las Vegas, NV. CME 11 hrs Category I. Contact: Linda Main,
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and Reducing Length of Stay. Las Vegas, Nevada at Harrah’s. Contact:

CEME, 5330 Primrose Drive. Suite 250. Fair Oaks, CA 95628. (800) 65 1 -

2363.

March 1-5, 1999—Critical Care, Trauma and Emergency Medicine, 37th

Annual Symposium. Sponsored by the University of Southern California

School of Medicine, Postgraduate Division. Caesars Palace Hotel, Las Ve-

gas, NV. 27 hrs. Contact Associate Dean, USC Postgraduate Medicine, 1975

Zonal Ave., KAM 307, Los Angeles, CA 90033. (323) 442-2555 or (800)

USC-1 1 19 or FAX (323) 442-2152.

April 12-13. 1999—High Risk Emergency Medicine. Las Vegas, Nevada at

Harrah’s. Contact: CEME. 5330 Primrose Drive, Suite 250, Fair Oaks, CA
95628.(800) 651-2363.

May 6-7, 1999

—

Challenges in Pediatric Emergency Medicine. Las Vegas,

Nevada at Harrah's. Contact: CEME, 5330 Primrose Drive, Suite 250, Fair

Oaks. CA 95628. (800) 651-2363.

May 13-16, 1999—Outdoor Emergency Medicine, Scottsdale, AZ. Spon-

sored by Continuing Medical Education Associates. To be held at the Mari-

on Camelback Inn, Scottsdale. AZ. Method: AV, L, SB, W. Thurs-Sun.

32 hrs credit: AMA, AOA, AAFP. $750. Contact: Victoria Gonzales, P.O.

Box 27049, San Diego, CA 92198. (800) 993-2632 or (619) 674-5200.

May 20-21, 1999—High Risk Emergency Medicine. Las Vegas, Nevada at

Harrah's. Contact: CEME, 5330 Primrose Drive, Suite 250, Fair Oaks, CA
95628. (800) 651-2363.

June 3-4, 1999—Improving Emergency Department Patient Satisfaction

and Reducing Length of Stay. Chicago, IL at the Holiday Inn Chicago

City Centre. Contact: CEME. 5330 Primrose Drive, Suite 250, Fair Oaks,

CA 95628. (800)651-2363.

August 16-19—National Emergency Medicine Board Review. American
College of Emergency Physicians at Harrah's Las Vegas, NV. Mon-Thurs.
40 hrs. $895. Contact: Center for Emergency Medical Education (800)

651 -CEME (2363).
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ENDOCRINOLOGY
March 5, 1999

—

Diabetes Update: 1999. UC Davis at Doubletree Hotel,

Sacramento, CA. Friday. 7 hrs. $130. Contact: UCD (916) 734-5390.

March 11-13, 1999

—

The Fourth International Conference on Continuous
Renal Replacement Therapies. Hotel del Coronado in San Diego, Cali-

fornia. Contact: Shirley Kolkey, Complete Conference Management, 1660
Hotel Circle North, #220, San Diego, CA 92108. (619) 299-6673 or fax

(619) 299-6675.

October 22-24, 1999

—

Clinical Endocrinology for Primary Care
Physicians. Tropicana, Las Vegas, NV. CME 1 1 hrs Category I. Contact:

Linda Main, Meetings Coordinator. Medical Education Resources, 1500
West Canal Court, Suite 500, Littleton, CO 80120-4569 (800)421-3756
FAX (303)798-5731.

ETHICS
March 3, 1999— Ethical Problems of Daily Practice. UC Davis at Cancer

Center Auditorium, Sacramento. Wed. 6.5 hrs. Contact: UCD (916) 734-

5390.

FAMILY PRACTICE/PRIMARY CARE

February 17-19, 1999

—

Annual Review in Family Medicine: Controversies

and Challenges in Primary Care. UCSF at Cathedral Hill Hotel, SF.

Wed.-Fri. 16 hrs. $400. Contact: UCSF Program Coordinator, Dept, of

Family and Community Medicine (415) 476-5250.

March 27, 1999

—

Primary Care Gastroenterology. UC Davis at Cancer Cen-

ter Auditorium, Sacramento, CA. Saturday. Contact: UCD (916) 734-5390.

April 28, 1999

—

Mangement of Benign Uterine Conditions. UC Davis at

Cancer Center Auditorium, Sacramento, CA. Wed. 4 hrs. $50. Contact:

UCD (916) 734-5390.

May 14-18, 1999

—

Primary Care Essentials, San Francisco, CA. Sponsored

by Continuing Medical Education Associates. To be held at the Grand Hyatt

on Union Square, San Francisco, CA. Method: AV, L, SB, W. Thurs-Sun. 32

hrs credit: AMA, AOA, AAFP. $750. Contact: Victoria Gonzales, P.O. Box
27049, San Diego, CA 92198. (800) 993-2632 or (619) 674-5200.

May 23-26

—

Office Orthopedics and Bone Radiology for the Primary
Care Physician. CMEA at Caesar’s Palace, Las Vegas, NV. Sun-Wed, 20
hrs, $575. Contact: Victoria Gonzalez, P.O. Box 270469, San Diego, CA
92198; (800) 993-2632 or (619) 674-5200.

May 23-26

—

Practical Dermatology for the Primary Care Physician.

CMEA at Caesar’s Palace, Las Vegas, NV Sun-Wed. 20 hrs. $575. Con-
tact: Victoria Gonzalez, P.O. Box 270469, San Diego, CA 92198; (800)

993-2632 or (619) 674-5200.

June 5-7

—

8th Annual Primary Care Treatment of Pain. UC Davis at

Tenaya Lodge at Yosemite Fish Camp, CA. Sat-Mon. Contact: UCD (916)

734-5390

June 13-18

—

23rd Annual Fingers to the Toes Primary Care Or-
thopaedics. UC Davis at Stanford Sierra Camp, near South Lake Tahoe.

Sun-Fri. Contact: UCD (916) 734-5390

July 5-8

—

Family Practice Board Review Course. UCSF at Fairmont Hotel,

SF. Mon-Thurs. 25 hrs. $525-$575. Contact; Program Coordinator, Dept.

Family and Community Medicine, 500 Parnassus Ave, MU-3E, SF, CA
94143-0900 or phone (415) 476-5250.

July 25-29

—

19th Annual Current Concepts in Primary Care Cardiology.

UC Davis at Granlibakken Conference Center, Tahoe City, CA. Sun-Thurs.

Contact: UCD (916) 734-5390.

KEY TO ABBREVIATIONS
DREW: Charles R. Drew Postgraduate Medical School, Office of Continuing

Medical Education, (213) 563-4800.

LLU: Loma Linda University, Continuing Medical Education Programs,

(909) 824-4963.

STAN: Stanford University, Postgraduate Education, (415) 723-5594.

UCD: University of California, Davis, Office of Continuing Medical

Education, (916) 734-5390.

UCI: University of California. Irvine, Memorial/UCI Center for Health

Education, (714) 824-5926.

UCLA: University of California, Los Angeles, Continuing Education in

Medicine and Health Sciences, (310) 794-2620.

UCSD: University of California, San Diego, Office of Continuing Medical

Education, (619) 534-3940.

UCSF: University of California, San Francisco, Extended Programs in Medical

Education, (415) 476-4251.

USC: University of Southern California, Postgraduate Division,

(800) USC-1119.

INFECTIOUS DISEASE

February 21-26, 1999

—

Winter Course in Infectious Diseases, Snowmass,
Colorado-25th Anniversary Meeting. Sponsored by the Division of In-

fectious Diseases and Geographic Medicine, Stanford University School of

Medicine and Research Institute, Palo Alto Medical Foundation. 28 hrs.

$75-$350. Contact: Trisha Mitchell, Meeting Coordinator (800) 535-7814

or fax (215) 422-1283.

March 12, 12:30-2:00 p.m.

—

Early Adolescents: How to Save Their Lives.

California Department of Health Services at Distance Learning Facilities.

Thurs. 2.5 hrs. Free. Contact: CDLHN (619) 594-3652.

INTERNAL MEDICINE
March 19-25, 1999

—

Internal Medicine, San Diego CA. Sponsored by Con-
tinuing Medical Education Associates. To be held at the Hotel del Coron-

ado, San Diego, CA. Method: AV, L, SB, W. Fri-Thurs. 45 hrs credit:

AMA, AOA, AAFP. $895. Contact: Victoria Gonzales, P.O. Box 27049,

San Diego, CA 92198. (800) 993-2632 or (619) 674-5200.

August 22-27, 1999

—

New Advances in Internal Medicine. UC Davis at

Embassy Suites, Monterey, CA. Sun-Fri. Contact UCD (916) 734-5390.

NEUROLOGY
May 14-16, 1999

—

Neurology for the Non-neurologist. Bally’s, Las Vegas,

NV. CME 11 hrs Category I. Contact: Linda Main, Meetings Coordinator,

Medical Education Resources, 1500 West Canal Court, Suite 500,

Littleton, CO 80120-4569 (800)421-3756 FAX (303)798-5731.

OB/GYN
February 25-28, 1999

—

Office Gynecology and Women’s Health for the

Primary Care Physician, Orlando, FL. Sponsored by Continuing Med-
ical Education Associates. To be held at the Buena Vista Palace at Walt Dis-

ney World Village, Orlando, FL. Method: AV, L, SB. W. Thurs-Sun. 20 hrs

credit: AMA, AOA, AAFP. $575. Contact: Victoria Gonzales, P.O. Box
27049, San Diego, CA 92198. (800) 993-2632 or (619) 674-5200.

February 27-March 2, 1999

—

16th Annual OB/GYN Conference. OCD at

Harrahs Tahoe, South Lake Tahoe, NV. Sat.-Tues. 16 hrs. $325. Contact:

UCD (916) 734-5390.

April 28, 1999

—

Mangement of Benign Uterine Conditions. UC Davis at

Cancer Center Auditorium, Sacramento, CA. Wed. 4 hrs. $50. Contact:

UCD (916) 734-5390.

September 25-26, 1999

—

Ultrasound Update: 1999. Hilton Hotel, Sacra-

mento, CA. Sat.-Sun. (916) 734-5390.

December 10-12,1999

—

Issues in Women’s Health. Tropicana, Las Vegas,

NV. CME 1 1 hrs Category I. Contact: Linda Main, Meetings Coordinator,

Medical Education Resources, 1500 West Canal Court, Suite 500,

Littleton, CO 80120-4569 (800)421-3756 FAX (303)798-5731.

OCCUPATIONAL & ENVIRONMENTAL
May 14-15

—

Occupational and Environmental Medicine: 1999. UC Davis

at Cancer Center Auditorium, Sacramento. Fri-Sat. Contact: UCD at (916)

734-5390.

OPHTHALMOLOGY
May 21—UC Davis Annual Ophthalmology Symposium. UC Davis at the

Hilton Hotel, Sacramento. Fri. Contact: UCD (916) 734-5390.

ORTHOPEDICS
February 25-28, 1999

—

Office Orthopedics and Bone Radiology for the

Primary Care Physician, New Orleans, LA. Sponsored by Continuing

Medical Education Associates. To be held at the Royal Sonesta Hotel, New
Orleans, LA. Method: AV, L, SB, W. Thurs-Sun. 20 hrs credit: AMA, AOA,
AAFP. $575. Contact: Victoria Gonzales, P.O. Box 27049, San Diego, CA
92198. (800) 993-2632 or (619) 674-5200.

February 25-28, 1999

—

Office Orthopedics and Bone Radiology for the

Primary Care Physician, Las Vegas, NV. Sponsored by Continuing Med-
ical Education Associates. To be held at the Caesars Palace, Las Vegas, NV.

Method: AV, L, SB, W. Sun-Wed. 20 hrs credit: AMA, AOA, AAFP. $575.

Contact: Victoria Gonzales, P.O. Box 27049, San Diego, CA 92198. (800)

993-2632 or (619) 674-5200.

April 10, 1999

—

Primary Care Orthopedics, Lower Extremities. UC Davis at

Holiday Inn Northeast, Sacramento, CA. Sat. Contact: UCD (916) 734-5390.

June 13-18, 1999

—

23rd Annual Fingers to the Toes Primary Care Or-

thopaedics. To be held at the Stanford Sierra Camp, near South Lake

Tahoe, Fallen Leaf Lake, CA. Sun-Fri. Contact (916) 734-5390.
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PEDIATRICS

February 14-17, 1999—Pediatrics Update 1999, San Diego, CA. Sponsored by

Continuing Medical Education Associates. To be held at the Hyatt Islandia,

San Diego, CA. Method: AV, L. SB. W. Sun-Wed. 20 hrs credicAMA, AOA,
AAFP. $575. Contact: Victoria Gonzales, P.O. Box 27049, San Diego, CA
92198. (800) 993-2632 or (619) 674-5200.

February 20—Dintinguished Psychiatrists Symposium: A Special Update
for Clinicians on New Treatment Advances for Depression. UC Davis at

UC Davis Cancer Center Auditorium, Sacramento. Sat. 3.5 hrs. $55. Con-
tact: UCD (916) 7.34-5.390.

February 28-March 3, 1999

—

Pediatrics Update 1999, Orlando, FL. Spon-

sored by Continuing Medical Education Associates. To be held at the Buena

Vista Palace at Walt Disney World Village, Orlando, FL. Method: AV, L,

SB, W. Sun-Wed. 20 hrs credicAMA, AOA, AAFP. $575. Contact: Victo-

ria Gonzales, P.O. Box 27049, San Diego, CA 92198. (800) 993-2632 or

(619)674-5200.

March 19-20, 1999—Pediatrics Update: 1999. UC Davis at Cancer Center

Auditorium, Sacramento, CA. Fri-Sat. Contact: UCD (916) 734-5390.

May 6-8, 1999—Advances and Controversies in Clinical Pediatrics. UCSF
at Ritz-Carlton Hotel on Nob Hill, SF. Contact: UCSF (415) 476-5808 or

FAX (415)502-1795.

May 17-19— 18th Annual Conference on Child Abuse and Neglect. UC
Davis at the Radisson Hotel, Sacramento. Mon-Wed. 21 hrs. $195. Con-
tact: UCD at (916) 734-5390.

July 16-17,1999—Seventh Annual Pediatric Update. Sponsored by Lucile

Packard Children's Health Services at Stanford and faculty from UCSF
and Stanford Schools of Medicine. Lucile Packard Children's Hospital.

Contact: Elinor Meyer, Continuing Medical Education and Physician

Relations Department, Lucile Packard Children’s Hospital, 725 Welch
Road, Palo Alto.CA 94304 (650) 497-8554.

PLASTIC SURGERY
March 18-20, 1999

—

11th Annual Symposium on Aesthetic Surgery. UCSF
at Palace Hotel, San Francisco. Thurs-Sat. 19.5 hrs. $950. Contact UCSF
(415)476-5808.

PRIMARY CARE

February 26-28, 1999—Management of the HIV-Infected Patient-

A Practical Approach for the Primary Care Practitioner. Le
Meridien, New Orleans, LA. Contact: Center for Bio-Medical Com-
munication, Inc. (201) 342-5300 or FAX (201) 342-7555; email

cmeinfo@cbcbiomcd.com

March 27, 1999

—

Primary Care Gastroenterology. UCDMC, Cancer Center

Auditorium, Sacramento, CA. Sat. (916) 734-5390.

April 10, 1999—Primary Care Orthopedics, Lower Extremities. Holiday

Inn Northeast, Sacramento, CA. Sat. (916) 734-5390.

April 17, 1999—Primary Care Cardiology. UCDMC, Cancer Center Audito-

rium, Sacramento, CA. Sat. (916) 734-5390.

June 5-7, 1999—8th Annual Primary Care Treatment of Pain. Tenaya
Lodge at Yosemite, Fish Camp. CA. Sat-Mon. (916) 734-5390.

July 25-29, 1999— 19th Annual Current Concepts in Primary Care Cardi-

ology. Granlibakkcn Conference Center, Tahoe City, CA. Sun-Thurs. (916)

734-5390.

October 22-24, 1999. Clinical Endocrinology for Primary Care
Physicians. Tropicana, Las Vegas, NV. CME 11 hrs Category I. Contact:

Linda Main, Meetings Coordinator, Medical Education Resources, 1500
West Canal Court. Suite 500, Littleton. CO 80120-4569 (800)421-3756

FAX (303)798-5731.

PSYCHIATRY

April 10, 1999—Psychiatry Update. UC Davis at Cancer Center Auditorium,

Sacramento, CA. Sat. Contact: UCD (916) 734-5390.

RADIOLOGY

February 25-28, 1999—Up to Date Radiology in the Desert. Mira Monte
Resort, Indian Wells, California. Credit 26 hrs. AMA. $495-$750. Con-
tact: Ryals & Associates, Inc., PO Box 1925, Roswell, GA, 30077-1925;

(770)641-9773; fax (770)552-9859; email: webmaster@ryalsmeet.com.

RESPIRATORY
March 19-20, 1999

—

Cystic Fibrosis Caregivers Symposium. UC Davis at

Marriott Hotel, Napa, CA. Fri-Sat. Contact: UCD (916) 734-5390.

Managing Respiratory Disease-April 23-25, 1999-Las Vegas, NV; June

1 1-13, 1999-San Francisco, CA; August 6-8, 1999-Monterey, CA. CME
1 1 hrs Category I. Contact: Linda Main. Meetings Coordinator, Medical
Education Resources, 1500 West Canal Court, Suite 500, Littleton, CO
80120-4569 (800)421-3756 FAX (303)798-5731.

SURGERY
April 24, 1999—3rd Annual Organ Transplant Conference. UCD at Cancer

Center Auditorium, Sacramento. CA. Sat. Contact UCD (916) 734-5390.

May 27-29—2nd Annual Current Issues in Anatomic Pathology -1999.

UCSF at Mark Hopkins Intercontinental Hotel, SF. Thurs-Sat. 19.5 hrs.

$595. Contact: UCSF (415) 476-5808.

GENERAL/MULTIDISCIPLINARY
April 23-25

—

Physician Leadership Program. California Academy of Fam-
ily Physicians at Claremont Hotel, Berkeley. Fri-Sun. 20 hrs.

$ 1 245—$ 1 395. Contact: Laura Johnson Morasch (415) 394-9121. Web:
www.familydocs.org/Orgs7hcli.html E-mail: HCLI@familydocs.org.

April 28-May 8, 1999—Blue Water Medical Seminar. Tri City Medical Cen-

ter at Baja California aboard Royal Star Sportfisher. Wed-Sun. 20 hrs.

$3300. Contact: Ronald Mcdak (760) 727-7863.

May 16-19, 1999—Alternative Medicine, Scottsdale, AZ. Sponsored by

Continuing Medical Education Associates. To be held at the Mariott Camel-
back Inn, Scottsdale, AZ. Method: AV, L, SB, W. Sun-Wed. 20 hrs credit:

AMA, AOA, AAFP. $575. Contact: Victoria Gonzales, P.O. Box 27049,

San Diego, CA 92198. (800) 993-2632 or (619) 674-5200.

May 25 & 26—BLS Instructor Course. American Heart Association at San
Leandro. Tues-Wed. 11 hrs. $120. Contact: CPR Seminar (925) 754-7900.

June 22-29—Wellness in Practice: Mindfulness-Based Stress Reduction in

Mind/Body Medicine. Enloe Medical Center at Mana L'ea Retreat Center,

Maui. Tues-Tues. Contact: Maui Stress Reduction Retreats, Steve (530)
898-1495.

August 24-25—BLS Instructor Course. American Heart Association at San
Leandro. Tues-Wed. 1 1 hrs. Contact: CPR Seminars (925) 754-7900.

October 15-17—Physician Leadership Program. California Academy of

Family Physicians at Laurel Heights Conference Center, SF. Fri-Sun. 20
hrs. $1245-$ 1395. Contact: Laura Johnson Morasch (415) 394-9121. Web:
www.familydocs.org/ Orgs7hcli.html (e-mail: HCLI@familydocs.org).

LOSS PREVENTION

September 22-25, 1999

—

Legal Issues in Damaged Brain Injury Cases. Westin

St. Francis Hotel, San Francisco, CA. Wed-Sat. Contact (916) 734-5390.

HOME STUDY/SELF ASSESSMENT
California Physicians' Legal Handbook Series. California Medical Association.

Contact: CMA, PO Box 7690, San Francisco 94120-7690. (800) 882-1262.

Breast Cancer, Early Detection and Control. Texas Medical Association. CI)

ROM. $70. 2 hrs. Contact: Texas Medical Association, (800) 880-1300;

http://www.texmed.org/liealth_science/hs_poep.html

COLORADO
This listing of continuing medical education programs in

Colorado is compiled by the Denver Medical Society. To list

CME programs here, please send information at least two
months in advance to: Mr Robert L. Kennedy, Denver Med-
ical Society, 1850 Williams Street, Denver, CO 80218; or

telephone (303) 377-1850.

Brochures, course information, and registration forms are

available from the contact person or organization.

Tuesday Noon Conferences—Various Topics in Medicine. Lutheran Medical

Center, Wheat Ridge. Contact: Jean A. Kline, (303) 425-2951.

First Wednesday of Each Month—Various Topics in Neurology. Colorado

Society of Clinical Neurologists. Contact: Colorado Society of Neurolo-

gists, (303) 449-3566.
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Second Wednesday of Each Month

—

Cardiovascular Education Series. St An-
thony Hospital at St Anthony Hospital, Denver. Contact: Rose Powell, (303)
629-3678.

February 19-21, 1999

—

Managing Respiratory Diseases. Marriot’s Casa Marina,

Key West, FL. Fee $375. Contact Linda Main, Meetings Coordinator, Medical
Education Resources, 1500 West Canal Court, Suite 500, Littleton, CO 80120-

4569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731

.

February 25-27, 1999

—

Dermatology For The Non-Dermatologist. Atlantis Par-

adise Resort, Bahamas. Fee $375. Contact Linda Main, Meetings Coordinator,

Medical Education Resources, 1500 West Canal Court, Suite 500, Littleton, CO
801204569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

February 26-28, 1999

—

Coronary Heart Disease Update. Hilton Tapatio Cliffs,

Scottsdale, AZ. Fee $375. Contact Linda Main, Meetings Coordinator, Medical

Education Resources, 1500 West Canal Court, Suite 500, Littleton, CO 80120-

4569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

March 12-14, 1999

—

Dermatology For The Non-Dermatologist.Riviera Hotel

& Casino, Las Vegas, NV. Fee $375. Contact Linda Main, Meetings Coordina-

tor, Medical Education Resources, 1500 West Canal Court, Suite 500, Littleton,

CO 801204569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

March 25-27, 1999

—

Neurology For The Non-Neurologist. Grand Beach Re-
sort, St. Thomas, USVI. Fee $375. Contact Linda Main, Meetings Coordinator,

Medical Education Resources, 1500 West Canal Court, Suite 500, Littleton, CO
801204569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

March 25-27, 1999

—

Clinical Endocrinology For Primary Care Physicans.

Marriott’s Beach Resort, St. Grand Cayman. Fee $375. Contact Linda Main,

Meetings Coordinator, Medical Education Resources, 1 500 West Canal Court,

Suite 500, Littleton, CO 801204569. (800) 421-3756, (303) 798-9682 or Fax
(303)798-5731.

March 26-28, 1999

—

Managing Respiratory Diseases. Buena Vista Palace,Or-
lando,FL. Fee $375. Contact Linda Main, Meetings Coordinator, Medical Edu-
cation Resources, 1 500 West Canal Court, Suite 500, Littleton, CO 80 1 204569.
(800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

April 8-10, 1999

—

Coronary Heart Disease Update. Hyatt Regency, Aruba
Fee $375. Contact Linda Main, Meetings Coordinator, Medical Education Re-

sources, 1500 West Canal Court, Suite 500, Littleton, CO 801204569. (800)

421-3756, (303) 798-9682 or Fax (303) 798-5731.

April 8-10, 1999

—

Clinical Endocrinology For Primary Care Physicans. The
Westin Resort, St John, USVI. Fee $375. Contact Linda Main, Meetings Coor-
dinator, Medical Education Resources, 1500 West Canal Court, Suite 500, Little-

ton, CO 801204569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

April 9-11, 1999

—

Arrhythmias: Interptretation, Diagnosis &Management
Hilton Tapatio Cliffs, Scottsdale, AZ. Fee $375. Contact Linda Main, Meet-
ings Coordinator, Medical Education Resources, 1500 West Canal Court,

Suite 500, Littleton, CO 801204569. (800) 421-3756, (303) 798-9682 or Fax

(303)798-5731.

April 9-11, 1999

—

Neurology For The Non-Neurologist. Marriott’s Casa Ma-
rina, Key West, FL. Fee $375. Contact Linda Main, Meetings Coordinator, Med-
ical Education Resources, 1500 West Canal Court, Suite 500, Littleton, CO
801204569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

April 23-25,1999

—

Managing Respiratory Diseases. Bally’s, Las Vegas, NV. Fee

$375. Contact Linda Main, Meetings Coordinator, Medical Education Resources,

1500 West Canal Court, Suite 500, Littleton, CO 801204569. (800) 421-3756,

(303) 798-9682 or Fax (303) 798-5731.

April 23-25,1999

—

Dermatology For The Non-Dermatologist. Parc Fifty-five,

San Francisco, CA. Fee $375. Contact Linda Main, Meetings Coordinator,

Medical Education Resources, 1500 West Canal Court, Suite 500, Littleton, CO
801204569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

April 30-May 2, 1999

—

Dermatology For The Non-Dermatologist. South Sea

Plantation, Captiva Island, FL. Fee $375. Contact Linda Main, Meetings Coor-

dinator, Medical Education Resources, 1500 West Canal Court, Suite 500, Little-

ton, CO 801204569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

April 30-May 2, Clinical Endocrinology For Primary Care Physicans. Hyatt

Regency, New Orleans, LA. Fee $375. Contact Linda Main, Meetings Coordi-

nator, Medical Education Resources, 1 500 West Canal Court, Suite 500, Little-

ton, CO 801204569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

May 14-16, 1999

—

Managing Respiratory Diseases. Hilton Resort, Hilton

Head, SC. Fee $375. Contact Linda Main, Meetings Coordinator, Medical Edu-

cation Resources, 1500 West Canal Court, Suite 500, Littleton, CO 801204569.

(800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

May 14—16, 1999

—

Neurology For The Non-Neurologist. Bally’s, Las Vegas,

NV. Fee $375. Contact Linda Main, Meetings Coordinator, Medical Education

Resources, 1500 West Canal Court, Suite 500, Littleton, CO 801204569. (800)

421-3756, (303) 798-9682 or Fax (303) 798-5731.

CONTACT INFORMATION

U of Colo—Contact: University of Colorado Health Sciences Center. School of Medicine.

Office of Continuing Medical Education, 4200 E 9th Avc, Denver 80262. (303) 372-9050 or

(800) 882-9153; FAX (30.3) 372-9065.

IDAHO
The listing of continuing medical education programs in Idaho

is compiled by the Ada County Medical Society. To list CME
programs here, please send information at least two months
in advance to: Ada County Medical Society, Inc. 305 W. Jeffer-

son, PO Box 2668, Boise, Idaho 83701
. (208) 336-2930.

Brochures, course information, and registration forms are

available from the contact person or organization.

February 19-21, 1999—ACMS 40th Annual Medical Winter Clinics. McCall,
Idaho, Shore Lodge Inn. 1 1.5 hrs. Contact: Judy Bamingham (208) 336-2930
or Marie Chester (208) 331-1478.

NEW MEXICO
Information, requests for accreditation, and items to be listed

should be sent to the chair of the CME Committee, New Mex-
ico Medical Society, 7770 Jefferson, Suite 400, Albuquerque,
NM 871 09, at least two months in advance. For information on
CME accreditation or on the CME requirements of the New
Mexico Board of Medical Examiners, please write to the above
address or call (505) 828-023 7.

NOTE: Course information in the following listing is subject to

change on occasion. Check with the sponsoring institution for

current details.

Every First and Third Tuesday

—

Building and Implementing Clinical Practice

Guidelines at the Point of Care. Contact: Thomas A. Naegele, DO, (505)
275-7267.

April 28-30, 1999

—

The Fourth Annual Clinical Cardiology Management
and Diagnostic Dilemmas. Eldorado Hotel, Santa Fe, NM. 17 Category 1

AMA. Contact: Registration Secretary, American College of Cardiology, 91 1

1

Old Georgetown Rd, Bethesda, MD 20814-1699 (800) 2534636, ext. 695.

July 30-August 1 ,
1999-Neurology for the Non-neurologist. Eldorado Hotel,

Sante Fe, NM. CME 1 1 hrs Category I. Contact: Linda Main, Meetings

Coordinator, Medical Education Resources, 1 500 West Canal Court, Suite

500, Littleton, CO 80120-4569 (800)421-3756 FAX (303)798-5731.

Satellite Courses
Contact: Joe Treat or Jim Cato, Immunization Program, (505) 827-2366.

CONTACT INFORMATION

UNM SOM—University of New Mexico School of Medicine, Office of CME, PO Box 713,

Albuquerque 87131. (505) 277-3942.

UTAH
This listing of continuing medical education courses in Utah is

compiled and edited by the CME office of the Utah Medical

Association. All courses listed have been certified by CME ac-

credited institutions as meeting the criteria for Category 1 of

the Physician's Recognition Award of the American Medical

Association. Accredited institutions wishing to list AMA Cate-

gory 1 CME courses here should send information at least

two months in advance to the Office of Continuing Medical

Education, 540 East Fifth South, Salt Lake City, UT 84102; or
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phone (801) 355-7477. For information on CME accredita-

tion, please write the CME office at the above address.

NOTE: Course information in the following listing is subject to

change on occasion. Check with the sponsoring institution.

January 6-10, 1999

—

MRI at Snowbird. Cliff Lodge, Snowbird. Utah. Credit

20 hrs. AMA. $400-5650. Contact: Rvals & Associates. Inc.. PO Box 1925,

Roswell, GA, 30077-1925; (770)641-9773 or fax (770)552-9859; email:

webmaster@ryalsmeet.com. www.ryalsmeet.com

MEDICAL GRAND ROUNDS
Weekly

—

Grand Rounds in Internal Medicine. Psychiatry, OB/GYT

N, and
Pediatrics. Contact: UUSM.

Weekly

—

Pediatric Grand Rounds. Contact: PCMC.

WASHINGTON
The listing of continuing medical education programs in

Washington state is compiled by the Washington State Med-
ical Association. To list Category 1 programs here, please

send information at least two months in advance to Contin-

uing Medical Education, Washington State Medical Associa-

tion, 2033 Sixth Avenue, Suite 1100, Seattle, WA98121; or

phone (206) 441 -9762 or (800) 552-061 2.

Brochures and registration forms are available from the con-

tact person or organization listed at the end of each course or

in the list of course sponsors and contact information.

COURSE SPONSORS AND CONTACT INFORMATION

CME HARBORVIEW—Contact: Gayle Splater, Cytology Continuing Education. Dept, of

Pathology. Harborview Medical Center. 325 Ninth Ave. Seattle. WA 98104. (206) 223-5953.

PCMS CME—Contact: Executive Director. College of Medical Education. 705 S Ninth. No.

203. Tacoma. WA 98405. (206) 627-7137.

UAV (UNIVERSITY OF WASHINGTON)—Contact: U/W School of Medicine. Div. of

CME. SC-50. Seattle. WA 98195. (206) 543-1050.

VMMC (VIRGINIA MASON MEDICAL CENTER)—Contact: Linda Orgel. Division of

Continuing Medical Education. Virginia Mason Medical Center. PO Box 900. Seattle. WA
98111.(206)340-2058.

WSMA—Washington State Medical Association. Continuing Medical Education. 2033 Sixth

Ave. Ste 1 100. Seattle. WA 98121. (206)441-9762.

OTHER CME OPPORTUNITIES

Brochures and registration forms are available from the con-

tact person or organization listed at the end of each course or

in the list of course sponsors and contact information.

STFM Family Conference. March 3-7, 1999. Kiawah Resort, Kiawah Island,

South Carolina. Contact: Ray Rosetta. Meetings and Programs Director, Soci-

ety of Teachers of Family Medicine, 8880 Ward Parkway. Kansas City, Mis-

souri 64114. Phone (800) 274-2237, ext. 4512.

32nd Annual Spring Conference. April 28-May 2, 1999. Sheraton Seattle Hotel &
Towers. Seattle. Washington. Contact: Ray Rosetta, Meetings and Programs Di-

rector. Society of Teachers of Family Medicine. 8880 Ward Parkway, Kansas
City, Missouri 64114. Phone (800) 274-2237, ext. 4512.

35th Annual Forensic Dentistry. March 7—11, 1999. Holiday Inn, Silver

Spring. Maryland. Credit 38 hrs. $300-$675. Contact: Ruth Murphy,
CAME, Armed Forces Institute of Pathology. Washington, DC 20306-

6000; (800) 577-3749 or (202) 782-2637; email: came@afip.osd.mil;
www.aftp.org.

58th Annual American Occupational Health Conference. April 23-30, 1999.

Ernest N. Morial Convention Center, New Orleans. Louisiana. Contact: ACOEM
Education Dept., 55 W. Seeger Road, Arlington Heights, IL 60005: (847) 228-

6850 or fax (847) 228-1856; www.acoem.org.

80th Annual Session-American College of Physicians-American Society of

Internal Medicine. April 22-25, 1999. Ernest N. Morial Convention Center,

New Orleans. Credit 29 hrs. Contact: ACp-ASIM Customer Service (800)

523-1546, ext. 2600; www.acponline.org.

NOTICE

State Associations should send their CME listings for publication to:

Catherine Nancarrow, Editorial Manager

The Western Journal ofMedicine

22 1 Main Street

San Francisco. CA 94120-7690

(415)882-5177 • Fax (415) 882-3379 • rstraube@bmjgroup.com
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Children, Youth, and Families:

Building on the Cultural

Strengths of Hispanic and
Latino Communities

Although we have an emotional commitment to

improving the welfare of children, we have morbidity

and mortality statistics that call into question the level of

that commitment. More than 20% of children in the

United States live in poverty, and millions do not have

access to basic medical care. Approximately one third of

all children are either unserved or underserved. Infant

mortality is as high as 11% in some communities.

Among certain groups of minority youth, death from

homicide approaches 160 per 100,000.'

Although we tend to distinguish the statistical differences

between ethnic groups, we should be aware of the substan-

tial variations within these groups as well. For example, the

Hispanic Health and Nutrition Examination Survey of

1982-1984 (HHANES) reports varying prevalences of

medical, behavioral, and developmental disorders among
different Hispanic or Latino groups. According to this sur-

vey, Puerto Rican children have a higher prevalence of

asthma than Mexican American or Cuban American chil-

dren. Mexican American and Cuban American children

have higher birth weights than Puerto Rican children.
2 Thus,

given the variations among populations, minorities should

not be grouped into a single category for statistical purposes.

As a socially and culturally diverse nation, we face a

major challenge: we must develop effective health-pro-

moting strategies that address both the common etiolo-

gies of morbidity and unique, culturally specific,

behaviors.

Representatives of diverse cultural groups, acade-

micians, advocates, public officials, parents, and other

professionals convened at Wingspread in Racine, Wis-

consin, from June 28 to June 30, 1996. The Johnson

Foundation, the Center for Children with Chronic Ill-

ness and Disability, and the University of Minnesota's

Institute for Health and Disability in the Division of

General Pediatrics and Adolescent Health jointly spon-

sored the meeting. The goal of Children, Youth and
Families: Building on Cultural Strengths of Hispanic

and Latino Communities was to exchange ideas about

how to increase the cultural competence of health care

professionals who serve children and youths with

chronic conditions and how to improve the quality of

the services provided to them. Several papers focusing

on the assessment of health status, the impact of ele-

vated asthma morbidity among Puerto Rican children,

and the ethical and cultural considerations in working

with diverse ethnic groups were commissioned.

Traditional health models hold that poverty is the

major determinant of negative health outcomes. In Latino

Children’s Health and the Family-Community Health

Promotion Model, Mendoza and Fuentes-Afflick
3

state

that in most health models, poverty also impacts health

status through environmental and behavioral factors.

Starfield
4 found that poor children have morbidity rates

for chronic and disabling conditions two to three times

higher than those of non-poor children. Race and ethnic-

ity are considered covariants in the relationship between

poverty and health. Although we often focus on the neg-

ative effects of economically depressed environments,

resiliency research has “shown that some aspects of the

social-environmental milieu may serve as a buffer against

the negative effects of poverty.” Mendoza and Fuentes-

Afflick present a compelling proposal that challenges tra-

ditional health models and invites the reader to consider a

new health model, one which incorporates both the med-
ical and public health perspectives. 3

Mendoza and Fuentes-Afflick postulate that health

care professionals should place greater emphasis on the

interrelationships between individuals and the family-

community complex, as opposed to the genetic-behav-

ioral-environmental triad accented by more traditional

health models. They explain that families have the

capacity to support the beneficial health behaviors of

their members and to make effective use of the natural

supports found in their immediate communities. Men-
doza and Fuentes-Afflick propose that health status

should be assessed from a perspective that considers

physical and psychological health, factors that con-

tribute to understanding an individual’s functional sta-

tus, in addition to social and environmental conditions.

In a detailed review of the literature on Hispanic

youths with asthma, Lara and collegues5 report that

asthma occurs in 11.2% of mainland Puerto Rican chil-

dren, 2.7% of Mexican American children, 5.9% of non-

Hispanic, black children and 5.2% of Cuban American

children. Other genetic and biologic risk factors include

possible differences in inflammatory responses, differ-

ences in airway size, premature birth, and low birth

weight. Lara and collegues also mention socioenviron-

mental factors as possible factors in the development

and expression of the disease. They present access to

health as a major problem for Latino children and their

families. Barriers to access included language, cultural

issues, difficulty obtaining follow-up appointments, and

the inability to see a primary care physician.

Lara and colleagues’ paper raises provocative ques-

tions about research and policy, questions that should

trigger the interest of investigators, academicians, and

public health activists and compel them to explore the

risk and prognostic factors that influence diverse ethnic

groups.

In summary, these two papers challenge current meth-

ods for measuring health status and propose an alterna-

tive health promotion model, one that takes into account

the individual’s, family’s, and community’s perceptions
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and interpretations of health status or quality of life.

Research questions are posed to instigate further investi-

gation of the influence that ethnicity and culture have on

health status and health care policy development.

Many recommendations emerged from the confer-

ence dialogues around these papers. They addressed ser-

vice delivery and systems issues; training of

professionals, families, and policy makers; and research.

Highlights of these recommendations appear below:

There is a need to emphasize multidisciplinary and

collaborative strategies in improving systems of care

and service delivery. This includes participation in plan-

ning, organizing, and delivering services by families,

community institutions (health services, education, and

social services) and voluntary community associations

(churches, neighborhoods, and peer networks). It also

includes a focus on the safety of the physical environ-

ment in which families live so that risks can be reduced.

This process will improve the understanding of the

health care needs of these populations.

There is a need in training and practice to focus on

understanding unique family strengths and what they

contribute to a family’s well-being. Understanding the

influence of socioenvironmental and cultural factors on

a family’s health beliefs and practices, organization, and

patterns for accomplishing roles will provide practition-

ers with improved understanding about the family’s

expectations and level of parental knowledge and expe-

rience. With this knowledge, practitioners can more ably

tailor treatment decisions to foster best outcomes.

There is a need to conduct research using multiple

methods (interviews, videotapes, self-report, participant

observation) grounded in the real lives of families that

emphasize the different stages of family development

(immigrant or first generation, living in rural or urban

environments, primary language), with a focus on chil-

dren with chronic conditions. This research will provide

information to increase understanding about develop-

mental pathways and the effects of chronic stressors

such as poverty and violence; it will also lead to

improved service delivery.
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Elevated Asthma Morbidity In

Puerto Rican Children: A Review of

Possible Risk and Prognostic Factors

MARIELENA LARA, MD, MPH; HAL MORGENSTERN, PHD; NAIHUA DUAN, PHD;

and ROBERT H. BROOK, MD, SCD; Los Angeles, California

Latino children represent a significant proportion of all US children, and asthma is the most common
chronic illness affecting them. Previous research has revealed surprising differences in health among
Latino children with asthma of varying countries of family origin. For instance, Puerto Rican children

have a higher prevalence of asthma than Mexican American or Cuban American children. In addition,

there are important differences in family structure and socioeconomic status among these Latino pop-

ulations: Cuban Americans have higher levels of education and family income than Mexican-Ameri-

cans and Puerto Ricans; mainland Puerto Rican children have the highest proportion of households

led by a single mother. Our review of past research documents differences in asthma outcomes among
Latino children and identifies the possible genetic, environmental, and health care factors associated

with these differences. Based on this review, we propose research studies designed to differentiate be-

tween mutable and immutable risk and prognostic factors. We also propose that the sociocultural mi-

lieus of Latino subgroups of different ethnic and geographic origin are associated with varying

patterns of risk factors that in turn lead to different morbidity patterns. Our analysis provides a blue-

print for future research, policy development, and the evaluation of multifactorial interventions in-

volving the collaboration of multiple social sectors, such as health care, public health, education, and
public and private agencies.

(Lara M, Morgenstern H, Duan N, Brook R. Elevated asthma morbidity in Puerto Rican children: a review of possible risk

and prognostic factors. West
)
Med 1 999; 1 70:75-84)

Health status, use of health services, and socio-demo-

graphic attributes vary among subgroups of Latino

children. For example, the 1982-84 Hispanic Health and

Nutrition Examination Survey (HHANES) revealed that

mainland Puerto Rican children have higher rates of

asthma (11.5%), psychological and behavioral problems

(5.7%), speech problems (6.7%), and mental retardation

(3.1%) than Mexican American and Cuban American

children. 1 The 1989-1991 National Health Interview

Surveys (NHIS) indicated that mainland Puerto Rican

children had the highest average number of annual bed

days due to illness (9 annual bed days), followed by

Mexican American children, then Cuban American

children who did not differ from non-Latino white chil-

dren (6 annual bed days).
2 Puerto Rican children, who

are both the poorest of all children in the United States

and the sickest among Latino children,
3

also had the

highest average number of doctor visits of all US chil-

dren (13 doctor visits per year). In comparison, one

quarter of Mexican American children did not visit a

doctor at least once a year, and poor children of Mexican

origin spent fewer days in bed than their non-poor coun-

terparts.
2 These differences in disease prevalence and

health outcome suggest that specific patterns of risk fac-

tors may vary by Latino subgroup.

In 1990 in the United States and Puerto Rico, 13% of

children younger than 15 were of Latino origin. An esti-

mated half million Latino children had asthma symp-

toms, two-thirds of whom were of Puerto Rican

origin.
4^7

In this paper, we use asthma as a model to

explore differences in morbidity among Latino children.

In particular, we review what is known about asthma

morbidity among Latino subgroups; identify risk and

prognostic factors that may explain these differences.

From the UCLA/RAND Program on Latino Children with Asthma, Division of General Pediatrics, UCLA Department of Pediatrics (Dr Lara), and RAND Health (Drs

Lara, Duan, and Brook), and from the Center for Occupational and Environmental Health, Department of Epidemiology, UCLA School of Public Health (Dr Morgenstern),

Los Angeles, California.

Reprint requests to Marielena Lara, RAND Health, 1700 Main Street. PO Box 2138, Santa Monica, CA 90407-2138 (e-mail: lara@rand.org).
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placing special emphasis on those factors that are muta-

ble or amenable to intervention; and discuss the research,

clinical, and public health implications of these differ-

ences in morbidity.

Definitions

Asthma Prevalence and Morbidity

Past studies have measured prevalence rates for

asthma, or the proportion of a population having the

condition, using reports of asthma symptoms or physi-

cian diagnosis and the time period for which prevalence

is estimated. Wheezing is the asthma symptom on which

most prevalence estimates are based. Prevalence can be

considered in two time periods; ever asthma, referring to

lifetime or cumulative prevalence, and active asthma,

referring to point or period prevalence. Ever asthma

refers to children whose parents have been told that the

child has asthma, but who have not had any symptoms
or impairment in the last year. Active asthma refers to

children whose parents have been told that the child has

asthma and who have experienced symptoms or impair-

ment within the last 12 months.

Morbidity level, on the other hand, refers to the

degree to which a child with active asthma experiences

symptoms or pulmonary and functional impairment. In

characterizing morbidity level, three dimensions are

important: control of asthma symptoms, functional sta-

tus, and quality of life. Asthma control refers to the fre-

quency and intensity of asthma symptoms and variations

in objective measures of pulmonary function. Functional

status refers to the degree to which asthma affects the

physical, mental, and social function of the child, such

as the number of school and activity days lost as a result

of asthma. Lastly, quality of life refers to the perception

of impairment, in that the children or parents may per-

ceive children with the same level of symptoms and

number of school days lost to be impaired to different

degrees. Previous research also indicates that the report

of symptoms and the perception of impairment can dif-

fer by reporter, or parent versus child,
8-9

and by ethnic-

ity, for instance Latino versus non-Latino. 10

Latino Ethnicity

People of Latino ethnicity can differ by country of

origin and place of residence. Puerto Ricans are either

bom on the island of Puerto Rico (island Puerto Ricans)

or in the continental United States to parents bom in

Puerto Rico or of Puerto Rican ancestry (mainland

Puerto Ricans). Because migration between the island

and the mainland is common, island and mainland

Puerto Ricans can also be identified by place of past

and current residence. Island Puerto Ricans are US cit-

izens by birth. Mexican Americans are either bom in

the Unites States to Mexican bom parents or are natu-

ralized immigrants from Mexico. Similarly, Cuban
Americans may have been bom in the United States or

may be naturalized Cuban immigrants. Because place

of birth and early life residence may be risk factors for

asthma, it is important to define Latino ethnicity as

specifically as possible.

Differences in Asthma Prevalence and Morbidity

Research indicates that asthma prevalence rates vary

among subgroups of Latino children, but little is known
about differences in morbidity. Table 1 summarizes key

studies indicating that mainland and island Puerto Rican

children have the highest asthma prevalence of all

Latino and non-Latino children in the United States.

Using data from HHANES, Carter-Pokras and Gergen6

estimated a point prevalence of asthma for Mexican Amer-
ican children (2.7%) similar to that of non-Hispanic white

children (3.3%), but much lower than that of mainland

Puerto Rican children (11.2%), non-Hispanic black chil-

dren (5.9%), and Cuban American children (5.2%). Life-

time prevalence of asthma was 20.1% among mainland

Puerto Rican, 8.8% among Cuban American, and 4.5%

among Mexican American children.

Two additional studies corroborate the high preva-

lence of asthma among mainland Puerto Rican children.

In the Bronx, New York, where most Latino children are

mainland Puerto Rican, Crain" found that the 12-month

period prevalence of asthma was 10% among Hispanic

children, as compared to 6.9% among blacks and 7.6%
among whites. Lifetime asthma prevalence was 17.9%

among Hispanic, 11.6% among black, and 8.2% among
white children. These ethnic-specific differences in

prevalence persisted after controlling for income and

were based on a random-digit parent telephone survey.

In Connecticut, where Hispanics are mostly Puerto

Rican, Beckett 12 reported a lifetime asthma prevalence

of 18.4% among children of Hispanic mothers, com-

pared to a lifetime prevalence of 11.3% among blacks

and 7.4% among whites. These prevalence estimates

were based on maternal reports in a statewide represen-

tative sample of English-speaking women who had

recently given birth. The increased risk for physician-

diagnosed asthma among Hispanics in this data set per-

sisted after controlling for socioeconomic status and

active smoking in the home.

Orengo 7
has also described very high prevalences of

asthma among children on the island of Puerto Rico.

Investigators used a parent and adolescent population-

based school survey that followed the protocol of the Inter-

national Study of Asthma and Allergies in Child Health

(ISAAC). 13 They found that the lifetime prevalence of

asthma was about 50% for 6-to 7-year-olds, as reported

by their parents, and about 30% for 13- to 14-year-olds, as

reported by themselves. In addition, about one third of

6- to 7-year-olds and about one quarter of 13- to 14-year-

old island Puerto Rican children had had symptoms of

asthma in the last year. The investigators conducted the

above study in two towns in Puerto Rico, the industrial

town of Catano, where the community suspected asthma

problems to be associated with high air pollution levels,
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TABLE 1 —Studies Estimating the Prevalence of Asthma Among US Latino Children: 1 993-1 996

Lifetime Prevalence Period Prevalence

Source Age Location Ethnicity

Ever

diagnosed?

(%)

Ever

wheezed?

(%)

Had asthma

in the last

12 months?(%)

Wheezed in

the last

12 months?(%)

Carter-Pokras
6

(1 993) 6 months-1
1
years New York City Mainland Puerto Rican 20.1 11.2*

Southwest Miami Mexican American 4.5 — 2.7* —
Cuban American 8.8 — 5.2* —
Non-Hispanic black 9.1 — 5.9* —
Non-Hispanic white 6.4 — 3.3* —

Crain'
1

(1994) 0-1 7 years New York City Hispanic) 17.9 — 10.0 12.9!

Black 11.6 — 6.9 12.7!

White 8.2 — 7.6 14.0!

Orengo 7
(1996) 6-7 years Puerto Rico Island Puerto Rican 45-47§ 48-51 !§ — 29—33!§

13-14 years 25—28§ 34-39f§ — 23-25!§

Becket
12

(1996) Connecticut Hispanic! 18.4 — — —
Black 11.3 — — —
White 7.4 — — —

•Refers only to patients with active asthma or having asthma when interviewed (point prevalence).

fMostly mainland Puerto Rican.

^Includes children who wheezed but did not necessarily have a diagnosis of asthma.

§Range reflects prevalence estimates for the town of Catano and a control town in Puerto Rico.

and a control town. No appreciable differences in asthma

prevalence were found between the two towns.

Other differences in asthma morbidity among Latino

children have not been studied in national population-

based samples. Data from clinical settings, however,

indicate that Latino children experience significant

asthma morbidity. Of Mexican American children with

moderate to severe asthma who attended an outpatient

clinic in Texas, 67% had been hospitalized previously,

and 74% had experienced at least an occasional limita-

tion in their ability to play. These children also missed

an average of 13 days of school per year because of

asthma. 14 The results of the National Collaborative

Inner-City Asthma Study (NCICAS) indicated that

significant asthma morbidity occurred in Latino chil-

dren, who formed about 20% of the total sample. They
were predominantly mainland Puerto Rican children liv-

ing in New York City or mainland Puerto Rican and

Mexican American children living in Chicago. The 291

Latino children included in the NCICAS sample had

experienced an average of 3.7 days of wheezing during

the previous two weeks, compared to an average of

3.2 days experienced by African American children (P <

0.01).
15

After comparisons between Latino and African

American children were adjusted for the two cities

where most Latino children lived, Chicago and New
York, this difference in morbidity was no longer statisti-

cally significant in this small study sample.

Data on childhood asthma prevalence and morbidity

in Latino subgroups are limited by possible measure-

ment errors associated with differences between studies

to date in selection methods, participation rates, and def-

initions of both asthma and Latino ethnicity. Studies

have not reported consistent findings with regard to the

effect of socioeconomic status on morbidity. Although

asthma is probably caused by multiple risk factors, most

research to date has observed only bivariate (crude)

comparisons between asthma and one risk factor. In

spite of these methodological limitations, the observed

differences in prevalence are particularly large. We will

review possible risk and prognostic factors that can be

applied in future research to explain the above differ-

ences, although these factors have been identified in

mostly non-Latino populations.

Differences in Risk and Prognostic Factors

Table 2 presents a conceptual summary of the possi-

ble risk and prognostic factors for asthma prevalence

and morbidity that we have identified through a review

of the scientific literature and clinical experience. For

the purposes of this discussion, we distinguish between

risk and prognostic factors. Causal risk factors are pos-

itively associated with incidence of disease, protective

risk factors are negatively associated with incidence of

disease, and prognostic factors affect the disease’s mor-

bidity and remission, once it has occurred. Research to

date, however, has not completely clarified whether cer-

tain factors are risk factors, prognostic factors, or both.

Before discussing risk and prognostic factors, it is

important to keep in mind which are mutable, or given

the current state of scientific knowledge, potentially

modifiable through interventions. Immutable factors are

very difficult, if not impossible, to modify. Classifying a

factor as mutable or immutable in this scheme depends

on the perspective of the intervention. From a traditional
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TABLE 2—Possible Childhood Asthma Risk and Prognostic Factors

Type Cenetic/Biologic Physical Environment Social Environment

Mutable (amenable to intervention) Low birth weight Home exposures

Early life

Current

Some outdoor exposures

Health care

Screening

Treatment

Family & Community

Support mechanisms

Behaviors & beliefs

Immutable (very difficult to modify) Ethnic ancestry

Race

Immune predisposition

Past home exposures

Some outdoor exposures

Socioeconomic conditions

Family psychosocial stressors

medical perspective, for instance, one would consider as

immutable any factor over which the health care and

public health care systems have no control. Examples

include outdoor pollution and socioeconomic stressors,

such as poverty and inappropriate housing.

Genetic Predisposition and Other Biologic Factors

Researchers currently regard asthma, the presence of

recurrent but reversible respiratory obstruction symp-

toms, such as cough and wheezing, as a chronic inflam-

matory disorder of the airways 16
that can have a strong

allergic and hereditary component .

17-20

Preliminary research suggests that genetically deter-

mined differences in inflammatory response, particu-

larly those related to the substance alpha-antitrypsin,

may exist in Puerto Rican children with asthma. Genetic

studies have shown that people with asthma can have an

abnormal variant of alpha-antitrypsin (AAT), a protein

related to inflammatory reactions and, more specifically,

they can have elevated levels of the S or Z variant .

21

Studies in the Bronx have shown that the increased inci-

dence of asthma among mainland Puerto Rican adults

and children is associated with AAT variant pheno-

types .

21-22 Although abnormal variants of AAT are

unlikely to be solely responsible for the higher preva-

lence of asthma among Puerto Rican children, genetic

differences may account in part for this difference.

Differences in the predisposition of Latino children

to asthma may also be associated with two other phys-

iologic factors can either be determined or exist at

birth. These factors include differences in airway size

and premature birth or low birth weight. One hypoth-

esis for future study is that differences in asthma out-

comes among Cuban American, Mexican American,

and Puerto Rican children may be related to differ-

ences in airway size. Hsu23 and Dodge24 found that

Mexican American children had better lung function

than a comparison group of white or non-Mexican

American children and speculated that the lower

prevalence of asthma among Mexican Americans
could be associated with larger airways that are less

likely to wheeze.

Oliveti
25 has shown an association between asthma

prevalence and prematurity and low birth weight among
inner-city African American children. This association

has yet to be studied with regard to Latino children. The

differences in birth weight distribution among Latinos,

however, are well described ,

1,26 with Mexican American

and Cuban American children having higher birth

weights than Puerto Rican children. These differences

suggest that prematurity and low birth weight may also

be risk factors for asthma among specific subsets of

Latino children.

Differences in the Physical and Social Environment

In addition to genetic and physiologic factors, envi-

ronmental and social factors have been implicated in

both the development of asthma and the exacerbation

of its symptoms. Research indicates that, among
mostly non-Latino populations, the physical and

social environment can affect both the development

and expression of the disease. The effects of the phys-

ical environment include indoor or home exposures to

such allergens as molds or pets and outdoor exposures

to allergens like air pollution or pollens. The social

environment’s influence involves the behaviors,

beliefs, and structure of the immediate family unit, as

well as those of the community and social culture in

which the family operates.

Indoor and Outdoor Exposures

Exposures early in life to indoor allergens, such as

cockroaches, can be associated with both the development

of asthma and a greater occurrence of asthma symp-

toms .

27,28 Preliminary data from NCICAS indicate that,

compared with African American children. Latino chil-

dren have a greater proportion of positive skin tests, which

indicate abnormal allergic and inflammatory responses to

indoor allergens .

15
In a sample of mostly Mexican Ameri-

can children hospitalized for asthma in Los Angeles,

Richards29 found that few families were instituting meas-

ures to avoid allergens in the home. Control of indoor or

home asthma-aggravating environmental triggers is criti-

cal to the appropriate management of the illness.
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Research has yielded conflicting scientific evidence of

the connection between asthma and air pollution. Some
studies have described an association between daily air

pollution levels and asthma symptoms, emergency room

visits, and hospitalizations.
29-31 Orengo, 7 however, did not

find a relationship between outdoor environmental pollu-

tants and asthma prevalence on the island of Puerto Rico.

The interpretation of some of these studies is difficult

because of their ecological nature; they do not directly

compare exposures. Possible differences, however, in the

acute effects on symptoms and the chronic effects of air

pollution have been described.
32

Differences in Family Structure and Community

The results of several studies suggest that differences

in family behaviors, beliefs, structure, and function are

associated with asthma morbidity. Parental smoking is a

key behavior associated with asthma. Several studies in

non-Latino populations have shown that children

exposed to smoking are more likely to develop

asthma.
2:i

'33 '34 Differences in smoking behaviors among
Latinas may be associated with different asthma out-

comes for their children. The Hispanic Health and Nutri-

tion Examination Survey showed that Puerto Rican

women have the highest rate of smoking. Of Puerto

Rican women between 12 and 49 years old, 32% smoke,

compared to 23% of Cuban American and 21% of Mex-
ican American women. 35 Puerto Rican teenage girls

have the highest prevalence of smoking: 16% of Puerto

Rican teenage girls reported that they smoke, compared

to 9% of Mexican American and 6% of Cuban American

teenagers.
36 Thus, a hypothesis for future research is that

the higher prevalence of asthma among Puerto Rican

children is associated with a higher prevalence of mater-

nal smoking, particularly among teenage mothers. The
effects of passive smoking and the indirect effect of

smoking during pregnancy on intrauterine development

may both influence the child’s asthma risk.

Family beliefs regarding asthma and the efficacy of

medical treatment can influence such health behaviors

as seeking care and compliance with prescribed regi-

mens. Scrimshaw37
reported an ethnographic study of

Mexican Americans who viewed asthma as a disease for

which conventional medical regimens are effective, but

who considered ethnomedical rituals more effective in

the treatment of seizures. Mainland Puerto Rican fami-

lies sometimes treat asthma with folk or home remedies,

which include rubbing the chest with oils and Vicks

preparations, but almost all of them use medications or

seek traditional medical care when a child has an asthma

attack.
38 -39 When explaining differences in asthma

prevalence and morbidity, it is important to consider eth-

nic-specific cultural beliefs and perceptions of illness,

but not to the exclusion of universal health beliefs and

behaviors that may be more central to the health issues

and problems families encounter.38

Research conducted among mostly non-Latino popula-

tions suggests that differences in family structure and func-

tion can affect the exacerbation of asthma symptoms,40

adherence to medical regimens,
41^3

hospitalization,
44 and

mortality
45

in children with asthma. In addition, some evi-

dence suggests that exposure to a stressful family environ-

ment early in life can be associated with the development

of asthma among genetically predisposed individuals.
43

Documented differences in family and community
structure among Latinos may be associated with better

asthma outcomes in Mexican Americans. Protective

social factors may include the higher prevalence of two-

parent households among Mexican Americans and

Cuban Americans, as compared to the higher rate of sin-

gle motherhood among mainland Puerto Ricans. 3 The
concept of “familismo,” the presence and importance of

extended family support structures among Mexican

Americans 46 and the emphasis placed on higher educa-

tion by Cuban Americans, could also be associated with

an enhanced capacity to cope with the multiple demands
of having a child with a chronic disease.

Another important aspect of the social environment

that research on children with asthma has not empha-

sized is the evaluation and management of psychiatric

comorbidities. Two national studies have documented

the high prevalence (about 35%) of behavioral problems

in children with asthma.47 -48 A high prevalence of

depression exists among mothers of inner-city children,

particularly among mothers of children with asthma.41 -48

Emerging research indicates that undiagnosed and

untreated depression is a major health issue for Latinas

(K. Wells, MD, MPH, oral communication, September

1998).

Access to Health and Public Health Care Services

Because appropriate medical care can control asthma

symptoms, 16
the quality of health care services and access

to them are important determinants of outcome. Indicators

of access to care include the presence of barriers to care,

such as the lack of insurance, and the use of asthma ser-

vices when the child needs them.
49 -50 The quality of asthma

care depends on structural and process requirements for

good asthma care, such as ensuring specialty training for

the health care provider, maintaining an inventory of nec-

essary equipment and medications, and providing the fam-

ily with adequate asthma education and instruction for

care.
50 -51 In addition, adequate coordination with commu-

nity-based organizations, such as schools, is crucial when
working with children and families to reduce asthma mor-

bidity. The community and the various parts of the health

care and public health care systems need to work together

to help families resolve asthma-related issues.

Accessing health care is a major problem for Latino

children and their families; Latino families have a lower

rate of health insurance than other minority groups52 and

experience additional language and cultural barriers to

health care.
53 -54 Finkelstein55 found that Latino pre-

schoolers hospitalized for asthma were less likely than

white children to receive maximal preventive therapy

prior to hospital admission or to obtain equipment to help

manage asthma after discharge. Preliminary results of

NCICAS indicate that inner-city children with asthma
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experience significant barriers to care. Although about

95% of inner-city children with asthma reported having a

regular place for attack or follow-up care, nearly half had

difficulty obtaining follow-up care, about 25% experi-

enced a long wait for an appointment, and 20% could not

see their own doctor.
56 -57 More research is necessary to

evaluate the accessibility and quality of care for children

with asthma, as well as the relation of both to the level of

morbidity among different groups of Latino children.

Research Implications

This paper has examined what is known about why
children of Latino backgrounds have different prevalences

of asthma. This review raises two questions. Why do

Puerto Rican children have the highest prevalence of

asthma among all Latino and non-Latino children in the

United States? Why do Mexican American children, in

spite of poverty and lack of access to care, appear to have

a lower prevalence of asthma than Puerto Rican children?

Research Hypotheses

Our overarching hypothesis is that Puerto Rican chil-

dren have higher prevalence of and morbidity from asthma

because of an interaction of genetic predisposition and

exposure to social and physical environmental risk factors.

Testing this hypothesis should involve a step-wise

approach. First, bivariate analyses should test for main

effects or major risk factors associated with an increased

prevalence of asthma. Second, multivariate analyses

should test for secondary or combined effects. A multi-

variate approach can control for confounding or bias,

examine possible interaction effects, and “explain” eth-

nic differences in terms of specific risk and prognostic

factors for asthma.

We propose the following five hypotheses to evaluate

differences in the prevalence and morbidity of asthma

between Latino and non-Latino children and between sub-

groups of Latino children. First, we propose that children

of Puerto Rican ancestry have a higher genetic or biologic

predisposition to asthma. Research to date indicates that

Puerto Rican children have a higher prevalence of asthma

than Mexican American, Cuban American, and other non-

Latino children. It is likely that these differences are attrib-

utable in part to differences in the immune predisposition

to asthma among Latinos. Thus, the first main effect to test

is ethnic ancestry or family country of origin, because eth-

nic differences may be attributed to unmeasured genetic or

biological factors.
58 -59

As a second hypothesis, we propose that the higher

prevalence and morbidity of asthma in poor children is

associated with multiple poverty-related risk factors.

Asthma prevalence is higher among poor US children.
60

Poverty is associated with such risk and prognostic fac-

tors for asthma as poor access to care, detrimental home
exposures, and unstable family structures. Although

research has shown the independent effects of these fac-

tors, we need to investigate whether these factors have a

greater effect when they occur simultaneously. The

lower prevalence of asthma in Cuban American children

may be due to a positive association between protective

risk factors and socioeconomic status, measured by

parental education and income. On the other hand,

Puerto Rican children have the highest morbidity from

asthma and are also the poorest in the United States.
3

Therefore, the effects of poverty and its related risk fac-

tors need to be researched.

Third, we propose that Puerto Rican, Mexican Amer-
ican, and Cuban American families have different family

structures and related social risk factors. The association

between poverty and higher incidences of asthma among
Puerto Rican children and between a lack of poverty and

lower incidences of asthma among Cuban American chil-

dren does not hold for Mexican American children. One
possible explanation is that Mexican American children

have a lower frequency of social risk factors, such as sin-

gle-parent households, relative to Puerto Rican children.

In addition, migration may be associated with positive or

negative risk factors. Immigrants may have higher

socioeconomic status than residents of their country of

origin and more resilient behaviors, such as seeking out

the best possible access to health care for their children.

For example, it is possible that Puerto Rican children

bom and raised on the island of Puerto Rico have a

higher asthma morbidity than mainland Puerto Rican

children bom and raised in the continental United States.

Yet, immigration may also be associated with negative

risk factors, such as a lack of social or extended family

support. Thus, the combined effects of family risk factors

and ethnicity need to be studied.

Fourth, we propose that poor children of Puerto

Rican ancestry have a higher prevalence of asthma than

nonpoor Puerto Rican children. This hypothesis tests

whether poverty and its associated risk factors com-

pound the risk associated with country of origin and

genetic ancestry. Because most Puerto Rican children

with asthma are poor, the observed differences among
ethnic groups are likely to result from the combined

effect of these factors.

Finally, we propose that Puerto Rican, Mexican

American, and Cuban American families have different

migration patterns and reside in US geographic sites

associated with different physical and social environ-

mental exposures. Latino children of different back-

grounds are unevenly distributed across the United

States. Most Puerto Rican children live on the island of

Puerto Rico or in the Northeast and Illinois, with the

largest mainland concentrations residing in New York

City, Chicago, and Philadelphia. Most Mexican Ameri-

can children live in the Southwest, or in Los Angeles

and Houston, although a significant number also live in

Chicago. Most Cuban American children live in

Miami. 10 -61 Thus, we need to study whether the main

effect of Latino ethnicity or genetic ancestry may be

partially explained by location and whether location

may in turn be partially explained by environmental

factors. For example, higher morbidity in mainland

Puerto Rican children may be related to living in
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impoverished neighborhoods of New York City with

high levels of outdoor pollution and crowded inner-city

home environments conducive to asthma.

Research Strategies

We propose that future research should use available

national epidemiological databases to test preliminary

hypotheses as to the effects of some of the identified risk

and prognostic factors. Research should also evaluate the

relative contribution of all important risk factors through

longitudinal observational studies, identify the mutability

of some risk factors through intervention, and evaluate the

cost-effectiveness of multi-component interventions. In

addition, research would be enhanced by the use of meas-

ures shown to be reliable and valid in non-English-speak-

ing populations of varied cultural backgrounds.

The previously listed hypotheses cannot be tested

using currently available information; however, popula-

tion-based databases, such as the annual National Health

Interview Survey, could be used to explore the role of

some of the identified risk factors. These databases are

representative of the US population and can be used to

compare asthma prevalences between Latinos and non-

Latinos, as well as among Latinos of the same country

of origin living in different geographic locations in the

United States. The risk factors accounted for by these

databases are limited to self-identified ethnicity and to

some indicators of access to care and socioeconomic sta-

tus. Yet, the available population-based information can

be used to estimate the relative importance of risk fac-

tors. In addition, using data from multiple years both

increases sample size and facilitates the uncovering of

time trends in asthma prevalence.

Longitudinal cohort studies are necessary for a more
in-depth evaluation of the risk and prognostic factors

associated with the incidence and remission of asthma.

Prospective observational data can help determine

whether risk factors are positive (causal) or negative

(protective) with less potential bias than data from cross-

sectional studies. The more detailed information

obtained by such studies allows for the determination of

patterns among the risk factors and for more extensive

testing of combined and interaction effects. For exam-

ple, rather than measuring ethnicity and geographic

location solely by self-identified ethnicity, these effects

can be measured in multiple ways, for instance by par-

ent’s place of birth and residence, child’s place of birth,

and child’s early life and current residences. Physiologic

markers, such as genetic markers and pulmonary func-

tion, can be measured. More specific information

regarding the accessibility and quality of care can be

obtained. Yet, following procedures to assure that sam-

ples are representative and tracking subjects longitudi-

nally can be very time-consuming and expensive.

Intervention research can provide information regard-

ing the mutability of risk and prognostic factors. Given

that asthma is most likely a multifactorial illness, interven-

tion research can help determine empirically which factors

are most important in preventing asthma and reducing its

morbidity. Intervention studies can be directed at single

risk factors or “bundled” to reduce multiple risks simulta-

neously. Research to date suggests that single medical and

educational interventions to treat asthma can reduce mor-

bidity.
6263 Additional intervention research would provide

information about the relative contribution of home envi-

ronmental risk factors. At present, however, a multifactor-

ial intervention that accounts for changes in health care, as

well as for social and physical environmental factors, has

yet to be conducted so that the independent and combined

effects of these factors on asthma outcomes can be rigor-

ously determined.

In particular, research is needed that develops and

evaluates interventions to modify risk and prognostic

factors among Latino children and their families. These

interventions would aim to improve mental, physical,

and functional health.

Clinical and Public Health Implications

Basic research questions regarding the relative con-

tributions, possible interactions, and mutability of the

multiple risk factors discussed above undoubtedly

remain unanswered. Regardless of the cause of asthma,

however, a gap exists between the current capacity to

treat the condition and the availability of medical thera-

pies in real world settings, particularly among under-

served populations. Clinicians and public health

officials can take steps to reduce this avoidable gap in

the morbidity of asthma between Latino and non-Latino

children.

The individual clinician can be aware of the increased

morbidity among Puerto Rican children and of the envi-

ronmental risk factors associated with increased morbid-

ity in both these and other children. He or she can make
a special effort to keep up-to-date on high quality asthma

medical management. The clinician can take additional

steps when treating high-risk patients, such as monitor-

ing changes in clinical status, modifying medical ther-

apy more frequently, and facilitating the elimination of

detrimental home exposures.

Public health programs for asthma prevention and

control are essential given the magnitude of the problem,

particularly among Puerto Rican children. Table 3 lists a

range of possible primary, secondary, and tertiary pre-

vention strategies.

Multiple sources of evidence, based primarily on

studies of non-Latino children, indicate that morbidity

from asthma in children that already have the condition

can be reduced through tertiary prevention. Home envi-

ronments can be modified to reduce or eliminate ongo-

ing detrimental physical exposures, such as tobacco

smoke, cockroaches, and mites. The health care avail-

able to all children with asthma can be improved to

include appropriate medical evaluation and drug therapy

by a regular provider. The child and his or her family can

be educated, so that they can better manage the child’s

asthma care. The personal health system, the public

health system, and community-based organizations,
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TABLE 3.-Possible Childhood Asthma Prevention Strategies

Strategy Primary Secondary Tertiary

Health care

Screen for children at risk for asthma / /

Provide early treatment

For children at risk

For children diagnosed with asthma

/
/

Improve continuous access to quality care

Provide medications and equipment / /
Asthma education / /
Mental health services for high-risk families / / /

Physical environment

Reduce early life home exposures for children at risk / /
Eliminate current home exposures / /
Reduce outdoor exposures / / /

Social environment

Provide financial and other support to high-risk families / / /

\

such as schools and churches, can establish partnerships

for care to support the families of children with

asthma .

16
In addition, some evidence suggests that pro-

moting protective social factors, such as close-knit fam-

ily structures, and ameliorating social risk factors, for

instance, by treating psychiatric comorbidities, can also

decrease childhood asthma morbidity .

43

Secondary prevention strategies refer to the early

detection and treatment of possible asthma among chil-

dren who have a genetic predisposition or early signs of

the illness. Such strategies would include implementing

public health programs geared toward identifying

genetic predisposition to asthma early in life, providing

early preventive medication therapies, and eliminating

or diminishing such exposures in the physical environ-

ment as second-hand smoke and cockroaches and such

exposures in the social environment as parental mental

health problems.

Primary strategies for the prevention of asthma among
children are speculative, given the current state of the

art. These strategies include screening for genetic pre-

disposition, based on ethnicity or other genetic markers

that have yet to be determined, and avoidance of condi-

tions conducive to asthma. For example, preliminary

research suggests that eliminating detrimental home
exposures and providing mental health and other sup-

portive services to high-risk families can prevent chil-

dren with a predisposition to asthma from developing

early signs of the illness .

43

Population-based approaches need not only to

address risk and prognostic factors, but be cost-effective

and feasible as well. Current evidence suggests that

health care and non-health-care factors are important and

need to be addressed for effective disease control. Thus,

we need to develop and evaluate public health interven-

tions that go beyond the activities solely under the con-

trol of the traditional health care system. It appears that

collaborative efforts with schools, environmental and

housing agencies, and other community-based organiza-

tions are necessary to the support of families in the man-

agement of a given child’s illness and the elimination of

physical environmental exposures conducive to the

development of asthma.

Policymakers and analysts evaluating these kinds of

programs are also concerned with the equity and effi-

ciency of effective programs. They are interested in

evaluating the equity of programs that decrease morbid-

ity across the whole population by ameliorating the dis-

proportionate presence of mutable risk factors in high

morbidity populations. Because they have limited

resources to meet this goal, however, they are also inter-

ested in efficient programs that intervene in areas where

the greatest reduction in morbidity is gained at the low-

est possible cost.

Summary

The elevated morbidity of asthma among Puerto

Rican children has important implications for clinical

research and public policy. The clinician taking care of

patients needs to be aware of differences in morbidity

and take additional steps to optimize medical manage-

ment for all children, but especially for those in high-

risk families. The research community can use asthma in

this population as a model to study asthma risk and

prognostic factors, as well as the probable interaction of

genetic and environmental influences. From a public

policy perspective, population-based prevention and

treatment programs, together with surveillance systems

to track differences in morbidity, are necessary.

Asthma is the most common chronic illness affecting

children. It affects Latino children differentially and is

amenable to medical and environmental intervention.

Latino children with asthma serve as a good example of
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how ethnic-specific differences in risk and prognostic

factors can generate substantial differences in the patterns

of disease observed between populations. The issues out-

lined in this paper are not particular to Latinos or to chil-

dren with asthma and can be applied to any ethnic group

with a distinct genetic, geographic, and cultural identity.

Lessons learned from this kind of research can help us

frame similar questions regarding the physical, mental,

and functional health of other Latino and non-Latino chil-

dren with chronic illnesses. Research and policies related

to the health of ethnically diverse populations should be

based on robust models that account for the effect of the

sociocultural milieu on health.
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Latino Children's Health and the Family-Community
Health Promotion Model

FERNANDO S. MENDOZA, MD, MPH, Palo Alto, California; and ELENA FUENTES-AFFLICK, MD, MPH, San Francisco, California

A majority of Latino children in the US live in poverty. However, unlike other poor children, Latino chil-

dren do not seem to have a consistent association between poverty and poor health. Instead, many
poor Latino children have unexpectedly good health outcomes. This has been labeled an epidemio-

logic paradox. This paper proposes a new model of health, the family-community health promotion
model, to account for this paradox. The family-community health promotion model emphasizes the

family-community milieu of the child, in contrast to traditional models of health. In addition, the fam-

ily-community model expands the outcome measures from physical health to functional health sta-

tus, and underscores the contribution of cultural factors to functional health outcomes. In this paper,

we applied the family-community health promotion model to four health coutcomes: low birth-

weight, infant mortality, chronic and acute illness, and perceived health status. The implications of this

model for research and policy are discussed.

(Mendoza FS, Fuentes-Afflick E. Latino children's health and the family-community health promotion model. West
)
Med

1999 ; 170 :85-92 )

I
n the 21st century medical breakthroughs will improve

the health of children, especially those with chronic

and disabling conditions. These advancements, how-
ever, may not affect all areas of children’s health nor all

children. While we are on the verge of implanting genes

into the cells of children with cystic fibrosis, thereby

dramatically changing their lives, we have made far less

progress in providing quality health care to poor chil-

dren with chronic illness, such as asthma, or in decreas-

ing disability and death from accidents and violence.

This discrepancy arises in part because socio-environ-

mental factors do not usually respond to “silver bullets.”

They require, instead, complicated interventions over a

sustained period of time to effect resolution. The num-
ber of children with health problems that respond to sil-

ver bullets, unfortunately, is small, while the large

number of those affected by the detrimental effects of

poverty continues to grow.

It is clear that along with new technology, the coming

century will present child-health researchers and profes-

sionals with three challenges. The first will be to increase

our understanding of the socioenvironmental factors

influencing children’s health. The second will be to

develop effective, economically feasible health interven-

tions that will have long-term effects on these socioenvi-

ronmental factors. The third, and perhaps most important

challenge, will be to ensure that all children benefit from

these health interventions, particularly those groups of

children disproportionately affected by poverty.

In order to meet these challenges, we must understand

the multiple factors that affect children’s health. Biomed-

ical research has increased our understanding of the

effects of physiological disorders and environmental

pathogens on biological processes within the human
body. The relationship, however, between socioenviron-

mental factors and health remains poorly understood.

Poverty is an important risk factor for poor health, and

children living in poverty tend to have poorer health than

those not living in poverty.
1-5 For example, Starfield

found that poor children have a rate of morbidity from

chronic and disabling conditions two to three times that

of nonpoor children.
1 Because children living in poverty

in the United States have a disproportionate, demographic

tendency to be minorities, these children tend to have a

worse health status than middle-class white children.
6-9

Newacheck and colleagues, however, reported that the

poorer health status of minority children results from their

having less access to quality health care, and that this

effect is independent of their socioeconomic status.
9 Thus,

race and ethnicity are also important covariants in the
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relationship between poverty and health. Yet, not all

poor minority children have poor health status; some

have unexpectedly high health outcomes in certain areas.

Poor Latino children in particular have shown better than

anticipated health results, especially in the areas of low

birth weight and infant mortality .

10 This disparity in the

traditionally observed relationship between poverty and

poor health has been termed an epidemiological paradox,

in that certain poor children seem to be protected from

some of the negative effects of poverty. Some aspect of

the socioenvironmental milieu, it seems, may serve as a

buffer against the damaging health effects of poverty,

and, consequently, give these children a better health pro-

file than one would expect.

In an effort to explain the epidemiological paradox,

this paper proposes an alternative model of risk factors

for adverse health outcomes. Our “family-community

health promotion model” offers a new, conceptual

approach to understanding the unexpectedly low rates

of adverse health outcomes among some groups of poor

children. We examined the usefulness of this model in

explaining the current data on the prevalence of low

birth weight, infant mortality, chronic illness, and per-

ceived health status in Latino children. None of these

health measures follows the traditional relationship

between poverty and poor health, and therefore, each

provides us with an opportunity to expand our thinking

on the subject.

Traditional Model of Health

A general overview of the basic components of health

models will put this new model into context. Although var-

ious models of health have been proposed in the past, the

most basic models of health usually encompass three pre-

dictive variables: genetic potential for disease in the indi-

vidual or population; environmental health risks, such as

toxins, infectious agents, malnutrition, or stress; and high-

risk behaviors, such as smoking, substance abuse, or early

sexual activity, on the part of the individual or populations

(Figure l ).
4
Genetic potential is key to the model. At pres-

ent, we know that a child’s genetic potential can determine

a variety of risks for poor health, such as a chronic illness,

reaction to infectious agents, or the probability of some

types of mental illness. Whether this potential is expressed

may be influenced by environmental factors, like stress or

exposure to infectious agents, and high-risk behaviors, like

smoking and improper diet. Thus, the traditional health

model postulates that the interactions between an individual’s

genetic potential for illness or health, and his or her behav-

ioral and environmental risks are important determinants of

his or her health status. If the model were extended to a

population of individuals, each of these factors would have

greater variability due to the multiplicity of individuals, but

similar relationships would be anticipated.

In most health models, socioeconomic status, or poverty,

affects health status through environmental or behavioral

factors. The supposition is that families living in poverty or

near-poverty may not have the economic, social, or com-

Environmental

Figure 1 .—Traditional health model.

munal resources needed to keep children in good health.

Brooks-Gunn and Duncan suggest that poverty affects chil-

dren’s well-being by influencing health and nutrition, home
environment, parental interactions with children, parental

mental health, and neighborhood conditions .

5 The deficits

associated with poverty may lead to inadequate diets, result-

ing in poor growth; inadequate housing and increased risk

of exposure to lead and other toxins; overcrowding and

increased risk for infectious diseases; and community vio-

lence that threatens the well-being and, often, the lives of

children. Furthermore, the combined effects of these stres-

sors may lead to hopelessness and depression among family

members, possibly resulting in high-risk health behaviors

and unfavorable familial or parental interactions. Overall,

socioeconomic status is the primary determinant of the envi-

ronmental risks in most health models and is strongly asso-

ciated with high-risk health behaviors. Consequently, if

poverty is part of the individual’s environment, its interac-

tion with the genetic-behavior axis will more likely result in

a poor health outcome.

Many health models also include the intervention

domains of the medical and public health systems, which

mediate health outcomes. The medical care system inter-

acts with the individual patient and, occasionally, with his

or her family. In contrast, the public health system inter-

acts with the community as a whole, and occasionally

with families, but less often with individuals. The distinct

identities of the medical and public health care systems

and the economic characteristics of each—one is pri-

vately, the other publicly managed—limit their interaction

and collaboration. Therefore, it is not unusual that most

health models only present the perspective of one or the

other. Yet, each system plays an important role in sup-

porting the health of the individual and the population.

The outcomes assessed in most health models generally

focus on morbidity and mortality from illness or injury.

Health models traditionally use morbidity rates to examine

the health status of children, although they occasionally

look at mortality rates. While physical examination pro-

vides most measures of morbidity, some measures attempt

to address more functional morbidities, such as the ability

to attend school or participate in routine play. The medical

care system, however, focuses primarily on physical health,

and, therefore, medically derived morbidities are more

commonly measured. For example, the presence or

absence of disease and the frequency of health care use

are commonly used as morbidity assessments, while the
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TABLE 1 .-Socio-Demographic Profiles of Latino Families and Children (Current Population Reports, 1 994)

Percentage of Families Percentage of Children Percentage of Families Headed Percentage of Population Percentage of Families without

Croup in Poverty in Poverty by a Female with High School Education Health Insurance
*

Non-Latino white 7.6 13.6 13.0 84.9 11.7

Latino ....27.3 40.7 25.7 46.7 -
Mexican American 27.6 40.5 20.3 42.5 38.1

Mainland Puerto Rican 35.4 54.3 43.5 59.4 16.2

Cuban American 17.2 27.0 24.4 64.1 23.9

Central/South American 23.9 35.4 27.3 62.4 —

•Trevio et al."

function of the individual in his or her environment is,

unfortunately, less commonly used. This type of assess-

ment, however, an assessment of functional health, is the

final, common pathway towards understanding “healthi-

ness,” a concept congruent with the World Health Organi-

zation’s definition of health. If a model of health principally

uses medical morbidities, the effects of mediating vari-

ables, such as family, social networks, communal
resources, and sociocultural traditions, will be infrequently

assessed. In contrast, public health models commonly
include these medicosocial variables; their results, how-

ever, are more population-based and less individual-spe-

cific. Is there a way to combine both the medical and

public-health perspective in one model of health? The fam-

ily-community health promotion model expands the envi-

ronment-behavior axis and extends the measures of health

outcomes to encompass this broader view of health and its

determinants.

The Family-Community Health Promotion Model

Recent data concerning the health status of Mexican

American children reveal the limitations inherent to

existing health models. Table 1 shows the demographic

profiles of Latino and non-Latino white children. Mexi-

can American children have higher levels of poverty,

lower levels of parental education, and limited access to

health care than non-Latino white children.
1112

but, as

we will later show, Mexican American children have

both unexpectedly low rates of adverse perinatal results

and prevalences of chronic and disabling conditions that

appear to be unaffected by their level of poverty. This

has been termed the epidemiological paradox.

In order to define the factors associated with optimal

health outcomes in Latinos, we propose a new health

model, the family-community health promotion model

(Figure 2). This model retains the three core predictive

variables (genetic potential, environmental factors, and

health behaviors), but adds several new ones. The family-

community health promotion model differs from tradi-

tional models, first, by emphasizing the family-community

complex, as opposed to the genetic-behavioral-environ-

mental triad. The model stresses specifically the capacity

of the family to support the optimum health behaviors of

its members, particularly its children, as well as the ability

of the family’s community to support it in this endeavor. A
supposition of the model is that if a family promotes ben-

eficial health behaviors among its members, these lessons

will likely be part of the family’s culture or tradition. That

is to say, these behaviors are apt to be part of the family’s

identity and history. While family history is a dynamic

process, certain aspects of family culture are passed down
from one generation to the next. These may include the

ways parents nurture their children, the use of extended

family members for social support during stressful times,

the family’s dietary preferences, and other cherished, core

family values. These are the sociocultural reference points

for good and bad health behaviors and the social norms

that support or deter good health.

While the family-community model still predicts that

the interactions between the individual’s genetic potential

for disease, his health behaviors, and his environmental

conditions affect health status, it differs from traditional

models, secondly, by restructuring health status into two

major components, physical and psychological health.

These two components contribute to the individual's over-

all ability to function in day-to-day living; that is, they

determine the individual’s functional health status. Func-

tional health measures the individual’s physical and men-

tal abilities to perform age-appropriate activities. This is a

much more robust health measure than commonly used,

static measures of morbidity. Moreover, the model predicts

that functional health, tempered by the individual’s family-

cultural milieu through psychological well-being, influ-

ences the individual’s perception of his health. Therefore,

a person’s perception of his health status is determined pri-

marily by how he functions in his normal activities, which,

in turn, is colored by his cultural perception of “healthy

functioning.” Thus, one would expect Latinos’ health per-

ception to be culturally modified. Indeed, as we will note

below, Latino children and their mothers are more likely to

have a different view of their health than physicians.

If Latinos believe that their health is poor, they are likely

to take some sort of action. This will depend on their access

to health care and their perception of what is needed—more

nurturing of children, support from family, folk remedies

—

for resolution of the health problem. Furthermore, the

model implies that changes in health perception create a
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Figure 2.—Family-community health promotion model.

feedback loop to individual and familial health practices. If

changes in health behaviors make the individual “feel” bet-

ter, then the individual is likely to repeat these changes for

the same or similar symptoms. These changes may, in this

manner, become part of the family's response to a particu-

lar set of symptoms. If the response is very successful and,

thereby, used routinely, it may become part of the family's

culture, like hot liquids for colds, teas for diarrhea, or reli-

gious counseling for stressful events. While these responses

are most often developed for common self-limited ill-

nesses, they nonetheless provide the basis for responses to

more serious, chronic or disabling conditions.

In this model, environmental risk is determined pri-

marily by socioeconomic status, and by the presence or

absence of poverty in particular. In addition, it includes

immigration status as a determinant of environmental

risk to account for the added burden immigrants bear in

work and living environments incomparable to those of

other poor individuals. For example, although some poor

families may live in environmentally hazardous areas,

immigrants may be forced, due to lower levels of social

integration, to live in environments with greater risk for

exposure to harmful toxins like pesticides and lead. This

is clearly the case for farm workers, who are predomi-

nantly new immigrants, but even in urban areas, immi-

grants who are poor may need to take more risks in order

to survive. It is not unusual for immigrant children and

their families to live in crowded conditions—multiple

families sharing one house are not uncommon—or to live

and play in high-risk, violent areas. Furthermore, because

of their immigrant status, whether documented or undoc-

umented, the “safety net” for the poor may be less, if at

all, available for immigrants and their children. Yet, for

all their increased risk, immigrant families have their cul-

tural milieu that appears to help them and the community
ward off poor health.

The following three areas of health have been studied

among Mexican American children and found paradoxi-

cal according to the traditional model. Each area of study

emphasizes a different part of the model as its point of

primary focus. Low birth weight and infant mortality are

related to the family’s cultural norms regarding preg-

nancy, maternal behaviors, and the perinatal environ-

ment. Chronic and disabling medical conditions are used

to examine the genetic prevalence of these among Mexi-

can American children and the environmental influence

of poverty. Finally, perceived health status is used to

examine the disparity between Latino families and physi-

cians with respect to what each considers good health.

Low Birth Weight , Infant Mortality and Latinos

When the result of prematurity or poor growth (the

child is small for its gestational age), low birth weight is

associated with disabling health and developmental con-

ditions .

13 While recent advances in neonatal medical care

have significantly decreased these negative effects, low

birth weight still poses a major risk to children's health

and development. Both the prevalence of low birth weight

and limited access to health care are strongly associated

with poverty. Presumably because of their higher poverty

rates and lower use of prenatal care, African Americans in

the United States have a higher rate of low birth weight

infants than non-Latino whites .

1415
If the same model of

health is applied to Latina women, they, too, should have

a high prevalence of low birth weight infants owing to

their high poverty rate and low use of prenatal care. In

fact, Latina women have the lowest use rate of prenatal

health services than any other group of women in the

United States .

16
Yet, the rate of low birth weight infants

among Latina women is only slightly higher than that

among non-Latina white women .

17 The relationship

between Latino ethnicity and low birth weight infants,

however, varies by Latino subgroup. Infants of Latina

women of Central or South American, Cuban, and Mexi-

can origin have similar rates of low birth weight, and

these rates are similar to the rates among non-Latina white

women .

1617
In contrast, infants of Latina women of

Puerto Rican origin have a higher incidence of low birth

weight compared to other Latina women and non-Latina

white women. Thus, socioeconomic status alone does not
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TABLE 2 —Prevalence of Chronic Medical Conditions (CMC) by

Sex, Age, Poverty, and Language Usage (Percentage with CMC)*

Mexican

American

Mainland

Puerto Rican

Cuban

American

Total Group .... 3.9 6.2 2.5t

Sex

Male 3.9 6.2$ 2.1 f

Female .... 4.0 6.3$ 2.9f

Age

0-5 y 2.3$,

§

7.4$ ot

6-1
1 y .... 4.5 6.8$ 5.3t

12-18 y .... 4.9 5.1$ 1.8t

Poverty Status

Poor .... 3.7t 6.8$ 1.7t

Not Poor .... 4.1 5.4$ 2.8f

Home Language: 6m-11y

Spanish .... 3.8$ 7.2f i.ot

English .... 3.2$ 7.8$ 8.3f

Both .... 4.3t 3.9f 5 .Of

Lang. Preference: 1 2-1 8y

Spanish — 1.8t ot ot

English .... 5.2t 2.6t 3.0t

Both .... 3.7f 6.4f ot

•Percentages calculated from sample weights.

fPopulation estimate is unreliable, and therefore, estimate only reflects attributes of

examined subjects.

^Population estimate does not meet usual reliability standards and can only be used for

an approximation of the true population estimates.

§Chi-square adjusted for sample weights and design effect P < .05

Source: Mendoza et al.
17

determine the seemingly complex relationship between

ethnicity and low birth weight.

The relationship between behavioral, medical, obstetri-

cal, and health-service factors does not consistently predict

rates of low birth weight among Latina women. 15 While

younger maternal age is associated with an increased risk

of low birth weight in the general population, it is not con-

sistently linked to low birth weight among Latina

women. 1 "'

Similarly, lack of prenatal care has not been con-

sistently associated with increased low birth weight among
Latina women, although prenatal care is an important

component of the public-policy interventions aimed

towards reducing the incidence of other adverse birth out-

comes. 17-19
Thus, traditional risk factors do not predict

low-birth-weight infants among Latinos reliably, which

suggests that other factors may be involved, factors such as

sociocultural and nutritional influences.
20-25 Guendelman

has reported that Mexican American women report lower

consumption of tobacco, alcohol, and caffeine.
25 Others

have reported similar findings and noted that these risk

factors increase with acculturation.
21-24 This suggests that

nonacculturated women have better than expected perina-

tal outcomes resulting from their health habits surrounding

pregnancy, habits which their families, communities, and

culture appear to support.

A similar picture emerges when considering infant

mortality.
26 While this is not a measure of chronic illness

or disability, it is worthwhile noting that the factors asso-

ciated with low birth weight are also associated with

infant mortality. Thus, interestingly, infant mortality, like

low birth weight, is lower than expected among Latinos,

particularly new immigrants. 26
In fact, despite high lev-

els of poverty and low access to health care, infants bom
to Mexican immigrants have an infant mortality rate

similar to that of non-Latino white, middle-class infants.

Therefore, incidences of low birth weight and infant mor-

tality in Latino children are significantly lower than

would be predicted by a traditional model of health.

According to the family-community health promotion

model, a positive cultural milieu surrounding the issue of

pregnancy and child-rearing would explain this discrep-

ancy. and current data supports this conclusion.

The Prevalence of Chronic and Disabling

Conditions Among Latino Children and
Adolescents

The medical community has very little data on the

prevalence of chronic and disabling conditions among
Latino children and adolescents. The Hispanic Health and

Nutrition Examination Survey (HHANES), conducted by

the National Center for Health Statistics from 1982

to 1984, provided the first physician-assessed prevalences

of chronic medical conditions among Mexican American,

mainland Puerto Rican, and Cuban American children

and adolescents.
17 These findings showed that Mexican

Americans and Cuban Americans had three to five per-

cent prevalence of chronic medical conditions, as did

other US children. In contrast, six percent of mainland

Puerto Rican children and adolescents had chronic med-

ical conditions (Table 2). The higher rate among Puerto

Ricans resulted almost entirely from a higher rate of

chronic respiratory problems, principally asthma. The

prevalences of chronic medical conditions among all

groups surveyed did not vary by sex, age (except for Mex-
ican Americans), socioeconomic status, or level of accul-

turation, as measured by language usage (Table 2). This

finding is consistent with the hypothesis assumption that

for the most part genetic, rather than socioeconomic fac-

tors determine chronic illness, and that rates of chronic ill-

ness increase with age, as is seen among Mexican

American children. Therefore, it appears that the preva-

lence of chronic medical conditions among Latino chil-

dren resembles that of other US children, with the

exception of asthma in Puerto Rican children. This excep-

tion suggests that Puerto Rican children may have a

greater, genetic predisposition for asthma.

The HHANES also supplied information provided by

respondents who reported both present and prior medical

and developmental conditions (Table 3).
2728 These data

showed that Mexican American mothers reported rates

similar to or lower than US norms for asthma, coordina-

tion problems, psychological and behavioral problems,

speech problems, and mental retardation. In contrast,

mainland Puerto Rican mothers reported higher rates

of some medical and developmental conditions than
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TABLE 3 —Reported Medical Conditions of Mexican American and Mainland Puerto Rican Children Aged 5-1 1 Years from HHANES

Mexican American Mainland Puerto Rican

Condition

Percentaqe with Condition Percentaqe of Children Percentaqe with Condition Percentaqe of Children

Ever Now Treatment Treated Ever Now Treatment Treated

Anemia 7.9 1.0 92 93 16.0 2.7 92 96

Asthma 4.9 3.1 100 93 22.0 11.5 100 98

Other lung diseases 3.8 0.8 100 98 3.0 1.0 100 98

Heart conditions 3.6 1.9 91 90 7.3 5.0 51 100

Urinary tract infections 6.0 1.3 89 98 3.3 0.6 100 100

Seizures 3.4 0.6 88 98 5.3 1.3 85 96

Poisons 1.2 0 0 100 1.9 0 0 100

Coordination problems 1.2 1.0 69 100 2.3 1.5 74 100

Psychological behavioral 1.5 1.3 37 66 5.9 5.7 74 100

Speech problems 4.2 3.5 46 40 8.6 6.7 70 81

Mental retardation 0.5 0.5 100 — 3.1 3.1 88 —

HHANES = Hispanic Health and Nutrition Examination Survey

Source: Mendoza et al .

27-28

Mexican American mothers. According to the reports of

Puerto Rican mothers, 11.5% of their children have

asthma, 5.7% have psychological and behavioral prob-

lems, 6.7% have speech problems, and 3.1% have men-

tal retardation. Overall, Puerto Rican mothers reported

greater numbers of children with medical and develop-

mental conditions. We do not know if this data indicates

an actual, increased prevalence of these conditions, or if

it reflects greater knowledge on the part of these mothers

about their children’s conditions, thus greater access to

care. This question requires further research.

Mothers also reported whether their children had

obtained treatment for their conditions. In general, treat-

ment for physical disease was obtained, while treatment

for behavioral, developmental, and psychological condi-

tions was less frequently obtained, particularly for Mexi-

can American children.
27 28 Compared to other groups of

children, Mexican American children have less access to

health care as a result of limited health insurance cover-

age.
10-12

In contrast, mainland Puerto Rican children have

higher rates of insurance coverage because of their citi-

zenship status. Yet, when we examine the health of Puerto

Rican children, it seems that they have higher rates of

chronic and disabling conditions than either Mexican

American or Cuban American children. Although Mexi-

can American children come from families that have high

poverty rates and low levels of education, they appear,

from our current, limited information, to do better than

expected in their health, and better compared to Puerto

Rican children. At present this is documented by a lower

prevalence of low birth weight, and chronic medical and

developmental conditions. It remains to be seen whether

these findings will persist after controls for reporting

biases are examined, and further research will be required

to determine what factors lead to different outcomes

among Latino subgroups.

A cautionary note, however, must be given. If one

examines the rates of acute illnesses, particularly of infec-

tious diseases, all Latino children seem to fare less well.

Latino children have higher rates of tuberculosis, measles,

and parasites than other US children.
29

Furthermore, lim-

ited health care access has resulted in low immunization

rates, thus to higher frequencies of childhood illness.
10 -29

Other acute illnesses, such as gastroenteritis and pneumo-

nia, are common among Mexican American children

because of their environment and frequently go untreated

because of lack of health care access.
29 Such children are

not uncommonly hospitalized for complications resulting

from these acute illnesses. The combination of acute illness

and lack of health care may result in significant morbidity,

causing disabling conditions for Latino children. Likewise,

Latino children suffer from high rates of accidents and vio-

lence.
30 These conditions, if not appropriately treated or

prevented, can also have long-term chronic effects on these

children. With a more restrictive health care system, newer

surveys may find changes in the prevalences of chronic

medical conditions among Latino children.

Thus, the family-community health promotion

model predicts that chronic and disabling medical con-

ditions develop out of the interaction between genetic

potential and environmental and behavioral risks.

Chronic medical conditions that arise primarily from a

genetic predisposition, like asthma, are less affected by

poverty, while those disabilities that result from expo-

sure to environmental pathogens are clearly more com-

mon among the poor. In either case, lack of access to

health care is a major, mediating factor in the health of

Latino children. Consequently, although Mexican Amer-

ican children have rates of incidence for certain health

conditions similar to those of non-Latino white children,

their limited access to care makes them more likely to

suffer morbidity from these conditions.
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The Perceived Health Status of Latino Children

The HHANES assessed the perception of the child’s

and adolescent’s health from the perspectives of the

child (6-11 years), adolescent, mother, and survey

physician. Physicians identified only 1% of all children

surveyed in HHANES as in fair or poor health, while

Mexican American and mainland Puerto Rican mothers

identified 15% to 20% of their children and adolescents

as in fair or poor health.
27 31 Among children six years of

age and older, about 10% to 19% believed they were in

fair or poor health, as opposed to 5% to 10% percent of

other children in the United States. When mothers’ per-

ceptions of their children’s health were examined, the

data showed no difference by the child’s sex or age, but

did show a significant difference by their poverty status

and home language.
28 Mothers of poor and Spanish-

speaking children were more likely to believe their chil-

dren were in poor health.
27 Children with a chronic

medical condition were seen as vulnerable, with 27%
and 41% of Mexican American and mainland Puerto

Rican children, respectively, being rated in poor health

by their mothers. 27
Yet, the physician ratings were signi-

ficantly lower, at 11.6% and 6.4%, respectively. This

discrepancy suggests either that mothers are identifying

in their children health problems not easily identified by

physicians, or that Latina mothers and their children

have a different perception of health, one that is not fully

appreciated by traditional measures (physical disease

findings). This clear disparity between physicians and

Latina mothers and children has far reaching implica-

tions for health care use, compliance and patient satis-

faction. Examining the functional health-perceived

health linkage among Latinos will be essential to better

understanding the health care needs of this population

and to testing the usefulness of the family-community

health promotion model.

Research and Policy Implications

The implications of this model for research and policy

are several. First, measures of functional health are

needed for Latino and non-Latino groups in order to use

the model fully to predict outcomes. As the physicians’

assessment of Latino children demonstrated, physical

health assessments are limited. It is important to study

and understand the social and cultural histories of fami-

lies and communities if we are going to use their

strengths effectively. Moreover, it is essential to under-

stand better how these familial-community assets sup-

port children’s development. Garcia-Coll has suggested

that children from different ethnic groups have cultur-

ally-derived, developmental pathways. 32 Studying these

pathways would be very important to gaining a better

understanding of poor, ethnic children with chronic and

disabling conditions. As we examine the effect of envi-

ronment on these children, we need to identify the vari-

ous forms of poverty and their influence on children. We
should be concerned not only about lead and pesticides,

but also about the effects of chronic violence and other

stressors. Most importantly, we need to refocus policy

toward helping families, rather than treating disease, and

we need to see immigrants as a useful and essential

resource for this country’s future. The family-commu-
nity health promotion model provides a better conceptual

framework for developing and researching hypotheses

about Latino children and families than the traditional

health model. It also provides a better explanation of the

existing epidemiological health paradox. As the United

States becomes more ethnically diverse, we will need

models of health robust enough to account for the effect

of cultural milieu on health. Though this is clearly not a

new idea, it is one strongly rooted in public health prac-

tices. Our current imbalance in the health care system,

however, requires that we focus our attention on the true,

major determinants of health for children. We hope that

our model will stimulate further discussion.
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Placebo Medication Use in Patient Care: A Survey of

Medical Interns

JEFFREY T. BERGER, MD, FACP, Mineola, New York

The use of placebo medication, long recognized by clinicians, often has serious practical implications,

such as patient deception. Past evidence has suggested that resident physicians tend to misuse

placebo medication. Interns from two consecutive years of a residency program were surveyed

anonymously to assess their knowledge and use of placebos. Of the 74 interns surveyed, 44 (59%)
were familiar with placebo use in patient care. Fifty percent of these interns familiar with placebo use

had learned about placebos from another physician. All interns who had learned about placebos dur-

ing their internships had learned from another physician, whereas interns who had gained their

knowledge of placebos as medical students were as likely to have learned from the medical literature

as they were to have learned from a physician (P = 0.027). Interns aware of placebo use were more
likely to consider placebo administration for suspected, factitious pain (P= 0.022). The present study

uncovered no relationship between interns' estimations of placebo efficacy and the utility they attrib-

uted to placebos in assessing a complaint of pain. This suggests that conceptual inconsistencies un-

derlie their use of placebos. Interns often learn of placebos as medical students and are influenced by

physician-mentors. Placebo use in patient care is an area of attention for medical educators.

(Berger JT. Placebo medication use in patient care: a survey of medical interns. West
J
Med 1999; 1 70:93-96)

With reported response rates of 30% to 50%, placebo

medication and its effects have been long recognized

in medicine. 1 Physicians widely accept placebo use in

patient care.
2-5 They consider its use when they suspect fac-

titious pain or non-somatic suffering, or wish to limit a

patient’s exposure to narcotic analgesics. Placebo use, how-

ever, frequently involves patient deception. This deception

runs contrary to accepted notions of patient autonomy and

informed consent to treatment,
6-8 and a patient’s trust may

be harmed should he or she discover the deception.
9 Fur-

thermore, physicians’ orders for placebos may compromise

the ethical integrity of other health care professionals, such

as nurses, who often administer the placebo.

A prior study4 that assessed resident physicians’ atti-

tudes toward placebos concluded that these physicians

underestimate placebo efficacy and tend to misinterpret a

response to placebo as evidence of nonorganic pain. We
have little additional, empirical information about house

staff use of placebos. This survey was designed to assess

medical interns’ understanding and use of placebos.

Methods

The survey consisted of ten open- and closed-ended

questions. A placebo was defined as an inactive sub-

stance administered to a patient in place of a medica-

tion. Interns were asked about their familiarity with

placebo use in patient care. Interns aware of this prac-

tice were asked to state when in their training, and from

whom, they had learned of placebo use. They were

asked to indicate the number of orders for placebos

they had written during internship, to identify the

placebo medication, and to indicate the number of

placebos they had administered directly. Interns were

also asked to relate any disagreements with their deci-

sion to use a placebo and whether the recipient was

aware of its use. All interns were asked to estimate

general rates of response to placebo and to describe

their understanding of the utility of placebo adminis-

tration in differentiating organic pain from non-organic

pain. They were also asked to describe situations in

which they would most likely consider using a placebo.

Survey responses were studied using chi-square analy-

sis and paired r-tests.

Surveys were distributed seven weeks prior to the end

of the internship and collected within four weeks of dis-

tribution. Interns were surveyed anonymously, and

completion was voluntary. There was no penalty for non-

compliance, although telephone reminders encouraged

participation.

From the Department of Medicine, Winthrop-University Hospital, Mineola. New York.

Reprint requests to Jeffrey T. Berger. MD, FACP, Winthrop-University Hospital, 222 Station Plaza North, Suite 518, Mineola, NY 11501.
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Subjects

Subjects were interns from two consecutive years of

an internal medicine residency program at a 485-bed uni-

versity-affiliated community hospital. The survey

included interns from the preliminary program (n = 59)

and categorical program (n = 30). The two internship-

classes represented 28 medical schools. Of the 89 interns

eligible for the survey, 74 (83%) responded; however,

1 3 surveys were returned partially completed. The pro-

files of the two internship-classes were similar in gender,

degree (MD versus DO), and training program (prelimi-

nary versus categorical). The two training programs were

dissimilar in that 67% of preliminary interns and 35% of

categorical interns were male. Of the preliminary interns,

1 in 50 had graduated from a school of osteopathic med-

icine, whereas 7 in 20 categorical interns had graduated

from a like school.

Results

Knowledge ofPlacebo Use in Patient Care

The survey assessed interns’ knowledge of placebo use

and the source of this knowledge. Of the 74 interns sur-

veyed, 47 (64%) were aware of the clinical practice of

using placebos. Of these 47 interns, 44 (94%) described

the source of their knowledge of placebo use. Nine had

learned of placebo use from more than one source. Half

had learned from another physician, 10 (23%) from

another intern, 8 (18%) from a resident physician, 6 (14%)

from an attending physician, 2 (4.5%) from nursing staff,

and 19 (43%) from reading medical literature. The survey

revealed no relationship between familiarity with placebo

use and degree, training program, or intern gender.

Of the 47 interns familiar with placebo use, 35 (74%)
had learned of the practice as medical students. An addi-

tional 7 (15%) learned of the practice during their intern-

ships. All interns who had learned of placebo use during

internship learned from a physician, whereas interns

who had learned as medical students were as likely to

have learned from the medical literature as they were to

have learned from a physician {P - 0.027).

Use ofPlacebos

When asked if they had ordered a placebo during their

internship, 45 (96%) of the 47 interns aware of placebo

use responded. Of that group, 38 (84%) had never ordered

a placebo, and 7 (16%) had ordered 1 (n = 4) or 2 (n = 3).

Only one intern reported having actually administered a

placebo. The survey discovered no relationship between

interns who had ordered placebos and their program, gen-

der, or how and when they had learned of placebos. Of the

ten placebos ordered during internship, two were reported

as tablets, two as intravenous saline, and five as intramus-

cular saline. Interns reported that none of their patients

had been aware of placebo use. In five of the ten reported

instances, attending physicians were aware of placebo use

and none had objected. In one case, however, a nurse dis-

agreed with an intern’s order for a placebo.

Understanding the Placebo Effect

When asked to estimate the efficacy of placebo in pain

relief, 70 (95%) of 74 interns responded. Of this group,

25 (36%) interns underestimated and 12 (17%) overesti-

mated the response rate. There was no relationship between

the interns' estimation of placebo response and prior famil-

iarity with placebo use, training program, medical degree,

gender, or source of knowledge of placebo use.

When asked to describe the utility of placebo admin-

istration in differentiating factitious or nonsomatic pain

from organic pain, all interns responded, and 50 (68%)
believed placebo administration to be a useful test.

There was no relationship between interns’ judgment

concerning the utility of placebo administration and

their self-reported awareness of placebo use, training

program, medical degree, or gender. Interns previously

unaware of placebo use did not differ from those aware

of placebos in correctly describing placebos’ useless

role in assessing a complaint of pain. In no instance did

the survey reveal a relationship between an intern’s esti-

mation of placebo effect and the utility he or she attrib-

uted to placebo administration as a test for factitious

pain (chi-square test, P = 0.537).

Circumstances of Use

Of the 74 interns surveyed, 66 (89%) supplied

descriptive data regarding the circumstances in which

they would most likely consider using a placebo. The

responses were categorized as placebos never used and

placebos used for direct patient benefit, suspicion of fac-

titious pain, history of substance abuse, psychiatric ill-

ness or psychiatric component to the complaint. Of the

66 interns who supplied data. 32 (48%) were likely to use

a placebo when they suspected factitious pain. Interns

previously aware of placebo use were more likely than

those previously unaware to order a placebo for sus-

pected factitious pain (P = 0.022). In addition, 12 (18%)

interns said that they would likely prescribe placebos for

patients with a history of substance abuse and 11 (17%)

said that they would likely prescribe placebos for patients

with a history of psychiatric illness or with a suspected

psychological component to their complaint. Interns with

no prior knowledge of placebo use in patient care

appeared more likely to exclude placebo use under any

circumstances (P = 0.051), although 2 (3%) of the 66

interns who supplied descriptive data said that they

would consider using placebos for patient benefit only

when all other options and resources had been exhausted.

The survey found no significant relationship between cir-

cumstances of likely placebo use and intern gender or

program.

Comment

The survey indicates that placebos are used infre-

quently in the medical service studied, as less than 10%
of the interns questioned reported such activity. A strik-

ing finding is the poor correlation between interns’ esti-

mations of placebo efficacy and their statements about
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the usefulness of placebos in assessing pain. This find-

ing suggests that the utility attributed to this use of

placebos is inconsistent with interns’ recognition of the

placebo effect. Interns perceived a patient’s response to

a placebo as indicative of factitious pain, although a

widely-used medical pharmacology text states, "Relief

or lack of relief of symptoms upon administration of a

placebo is not a reliable basis for determining whether

the symptoms have a psychogenic or somatic origin”. 10

This survey did not explore the substance of interns’

instruction. Such information would assist the develop-

ment of more explicit material for medical school cur-

ricula for use in reinforcing placebo-related concepts.

Supervising physicians who accept or tolerate house-

officer use of placebos disservice the physician-in-train-

ing. Opportunities may be lost both for mentoring house

staff in addressing patients’ psychological needs and for

developing constructive approaches to the “difficult”

patient.
11-14

Interns’ knowledge of placebos appears to be influ-

enced by physician-mentoring during medical school

studies and internship training. Misinformation may be

reinforced by imprecise abstraction in the medical litera-

ture, which describes both the power of the placebo and

ethical implications of its use. Placebo use is inappropri-

ate as a diagnostic test and unethical when coupled with

patient deception. Placebo use may be appropriate when

the patient has consented, in advance, to the random inte-

gration of placebo medication into his or her pain man-

agement regimen. The educators of physicians need to

define clearly the appropriate and inappropriate use of

placebos.

Although objection to placebo use was rarely

reported, the degree of attending physician and nurse

concurrence with interns’ placebo use is not clear.

Most placebos, we assume, were administered by

nurses, because only one intern described administer-

ing a placebo. An assessment of nursing experience

with placebo use would be enlightening.

Of the interns eligible for inclusion in the study, 15

(17%) did not respond. These interns may have avoided

participation because they suspect that placebo use is

unethical. On the other hand, nonresponders may have

been unfamiliar with the subject, thus uninterested in the

study. The nonresponders’ bias is therefore unclear. The

high participation rate of eligible interns, however, lim-

its any effect this bias may have had.

Interns’ continued misunderstanding of placebos

opens the door for misuse and may place patients at risk

for deception and undertreatment. Patients with either

“unconvincing” clinical presentations or psychiatric ill-

nesses appear to be most vulnerable. Some patients who
are given placebos will immediately benefit through the

relief of symptoms without the risk of side effects from

medication. If discovered, however, the attendant

deception may jeopardize both the patient’s trust in

health care professionals and his or her future care. Fur-

thermore, routine placebo use by physicians could

eventually harm the reputations and integrity of medical

professionals. A management alternative more con-

structive than placebo use is available in virtually all

clinical circumstances.

We do have methodological concerns with the study.

First, the limited number of participating subjects may
have rendered additional trends and subset findings

indiscernible. The subgroup of placebo-ordering interns

was too small, for instance, to assess group-specific

characteristics. Second, surveying two internship

classes in sequential years may have introduced a bias

in the second class of interns who were supervised by

residents who were survey participants during the pre-

ceding year. The house staff, however, received no for-

mal placebo-related instruction during the study period.

Relying on interns’ recollection of events of the past

year is, admittedly, fraught with imprecision, but pre-

cise mechanisms for tracking placebo use are difficult

to develop. Placebos used are commonly saline flushes,

for which neither pharmacy nor nursing accounts.

Simultaneous surveys of nursing staff might provide

some corroboration of the interns’ reports. Third, the

definition of placebo used for this study may have con-

tributed to under-reporting. This definition, chosen for

its simplicity, does not encompass impure placebos,

which are active substances that have no problem-

related activity. The respondents, however, did not

appear to appreciate this distinction. Furthermore, ques-

tions of definition should not affect interns’ under-

standing or likely use of placebos.

This study provides important insights into house-

staff use of placebos. The data corroborate earlier evi-

dence that interns’ perception of the utility of placebos

in testing for factitious pain is inconsistent with their

understanding of the placebo effect. This knowledge is

acquired early in training and is largely mentor-depen-

dent. Placebo use in patient care is an area requiring

attention for physicians-in-training and for the educators

of medical students and house staff.
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International Travel and Vaccinations

MOHAMMED KALEEM RIZVON, MBBS; SAMIA QAZI, MBBS;

and LAURIE ANNE WARD, MD; East Meadow, New York

With the increase in global travel, no disease is beyond the reach of any population. Traveling patients

should be advised to follow food and water precautions and encouraged to receive the recommended
immunizations. Travel medicine plays a vital role not only in limiting the morbidity of travel-related

illnesses but also in limiting the spread of diseases. This article addresses the common issues related

to travel, reviews the care of the immunocompromised traveler, and updates the available vaccina-

tions and prophylactic regimens available to limit sickness abroad.

(Rizvon MK, Qazi S, Ward LA. International travel and vaccinations. West
J
Med 1999; 1 70:97-103)

The extent of travel in this day and age is unprece-

dented. About 2.5 billion people passed through air-

ports in 1996 alone. The greater range of travel is

associated with increased risks of diseases and outbreaks

in areas not usually associated with the disease.
1 More

than two-thirds of cases of typhoid fever in the United

States follow foreign travel.
2 More than 30 million peo-

ple living in industrialized countries travel to regions

where hepatitis A is highly endemic, and hence, they are

at risk of contracting the disease. 3 Many diseases preva-

lent in developing countries are food- and water-borne,

making them easily transmissible to visitors. Following

food and water precautions and getting vaccinations

against the common diseases associated with travel,

however, can minimize the risks of acquiring travel-

related illnesses.

Very few vaccinations, such as the yellow fever vac-

cination required for travel to many countries in Africa

and tropical South America, are required for travel.

Many traveling patients, however, are unaware of the

vaccine recommendations for travel and thereby expose

themselves to substantial risks by traveling unprotected.

General Advice to Travelers

• Appointments to travel medical centers should be

made four to six weeks before travel. Immunocom-
promised travelers, patients with chronic cardio-respi-

ratory problems, and travelers wishing to relocate to a

different country should be seen much earlier to assess

the risks associated with travel and receive appropriate

vaccinations.

• Carry an updated vaccination certificate, the

address and telephone number of your physician in the

United States, and, for cardiac patients, a copy of an old

EKG with other required travel documents. Prescription

medications should be transported in carry-on luggage.

In addition, travelers should carry written prescriptions

for generic name medications in case additional medica-

tions are needed. Keep prescription medications in their

original bottles.

• Carry a standard first-aid kit
4 with thermometers,

sterile cotton, tweezers, adhesive tapes, bandages, anti-

septic solutions, sunscreens with a minimum SPF >15,

analgesics, antihistamines, and medications for motion

sickness. Dimenhydrinate (Dramamine) and scopo-

lamine are effective medications that can be used pro-

phylactically for motion sickness.

• Prepackaged oral rehydrant solutions can also be

carried to treat dehydration associated with diarrhea.

• Follow the recommended food and water

precautions.

Medical Assessment of a Traveler

• While waiting to be seen, traveling patients should

be asked to complete a questionnaire that includes a

detailed medical history, list of all medications with

allergies to medications, immunization history, date of

last menstrual period, and itinerary with detailed travel

plans including outdoor activities.

• Health advice regarding food and water precau-

tions (Table 1), a travel kit, and accessibility of health

care abroad are essential. Patients should be advised to

clarify their existing coverage with the insurance com-

panies, and if needed, purchase additional insurance

including evacuation insurance. This may be especially

important for the immunocompromised traveler.

From the Division of General Internal Medicine, Nassau County Medical Center, East Meadow, New York.

Reprint requests to Mohammed Kaleem Rizvon, MBBS. Attending Physician, Division of General Internal Medicine, Nassau County Medical Center. East Meadow,
NY 11554 (e-mail: Mrizvon@aol.com).
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TABLE 1 .—Food and Water Precautions During Travel

Food and water precautions

Avoid salads.

Use bottled water at all times.

Avoid eating from street vendors.

Do not add ice cubes to beverages.

Eat fruits with thick skins that can be peeled.

Avoid improperly cooked items such as shellfish.

Preferably use bottled water to brush teeth.

• Patients should be advised how to get medical

assistance abroad in case of any emergency (Table 2).

United States Consulates and some credit card compa-

nies can be of assistance. The International Association

for Medical Assistance to Travelers (IAMAT) prints an

updated worldwide list of membership doctors and

health institutions and is a valuable guide to travelers

needing medical assistance overseas.

• Information about vaccine recommendations is

now available on the Internet and is easily accessible.
5

• The final immunization program depends on the

traveler’s destination, availability of time before

departure, length of trip, health status, and planned

activities.

• Patients with complex travel plans, pregnant trav-

elers. immunocompromised patients, travelers with his-

tory of severe cardiopulmonary disease, and returned

travelers with fever or diarrhea should be referred to

travel medicine specialists.

Disease and Vaccine Information

Travelers' Diarrhea

Travelers’ diarrhea occurs worldwide and is most preva-

lent in travelers visiting developing countries. It is charac-

terized by the onset of watery diarrhea usually within one

week of travel. The most common associated symptoms

include abdominal cramping, sometimes followed by

bloody stools and vomiting. Fever is unusual and is recorded

in \°7o-\0% of cases.
6 Incidence is high among young

adults, presumably attributed to an adventurous life-style

and ingestion of higher volumes of contaminated food.
7

Chemoprophylaxis. Bismuth subsalicylate prepara-

tions (two tablets chewed four times a day) are effective

in prevention and treatment of travelers' diarrhea. Tak-

ing bismuth subsalicylate will cause passage of black

stools, which can be confused with malena. The usual

prophylaxis dose of bismuth subsalicylate is approxi-

mate to taking 3 to 4 adult aspirins, and hence, this reg-

imen must be avoided by patients on oral anticoagulants.

Patients should be advised to rinse their mouths after

chewing tablets to avoid black coating of the tongue.

Antimicrobial prophylaxis is not recommended for

every traveler. The protective efficacy of an antimicro-

bial is variable and depends on both the agent used and

the duration of treatment. Protection is limited to the

time of administration. In addition, individuals are at

risk of acquiring diarrhea after the discontinuation of

the antibiotic. Antimicrobial prophylaxis can also give

a false sense of security and delay physician evaluation

and medical treatment when needed.

Antimicrobial prophylaxis should be considered for

immunocompromised patients in whom enteric infections

are associated with a significant morbidity. These patients

TABLE 2.—Some Important Travel Related Information Resources

International Association for Medical Assistance to Travelers (IAMAT).

417 Center Street, Lewiston, NY 14092. Telephone: (716) 754-4883.

http://www.cybermall.co.nz/NZ/IAMAT/

Publications include detailed information on tropical diseases, vaccination,

climate charts, and the directory of IAMAT physicians, which guides

members to travel centers and English-speaking participating physicians

in 1 25 countries and territories.

Travel Medicine Advisor published by American Health Consultants

3525 Piedmont Road NE Suite 400, Atlanta, CA 30305.

http://www.ahcpub.com/jtcd.html

Travel information includes an eight-page, bimonthly update and a CD-ROM

library containing extensive travel information, country maps with

immunization information and travel precautions, lists of international

health providers, and an international drug reference.

http://www.cdc.gov/ Home page of the Centers for Disease Control and Prevention (CDC).

Comprehensive information on travel medicine including reports of

recent epidemics.

http://www.who.org/ Home page of the World Health Organization.

http://www.open.gov.uk./cdsc/ Communicable diseases surveillance-UK updated information about recent

epidemics.

http://www.tripprep.com/clinics/clindex.htm or AOL Key word Travel Travel Health online. Provides list of travel clinics throughout the United

States and around the world.

http://travel.state.gov/ US Department of State.

Travel advisories regarding personal safety.
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should be advised to seek prompt medical evaluation if

symptoms do not improve. Daily prophylactic quinolones

(ciprofloxacin 500 mg once a day or norfloxacin 400 mg
once a day) are recommended for immunocompromised

travelers for trips lasting less than three weeks.

Self-treatment ,

8 Most cases of diarrhea can be ade-

quately treated with over-the-counter antidiarrheal med-

ications and fluid replacement. Stringent dietary

adjustments are no longer recommended since diarrhea

can be controlled faster with available therapy. Fluids

and bland foods are suggested only if the diarrhea con-

tinues despite treatment. Milk, fruits, and red meat

should be added only when diarrhea stops.

Symptomatic therapy with bismuth subsalicylate

( 1 ounce every half-hour for a total of 8 ounces) is effec-

tive at least 50% of the time. Loperamide (4 mg loading

dose, then 2 mg after each loose stool, up to 16 mg/day)

is a faster-acting, effective alternative.

Antimicrobial agents have been shown to limit the

course of diarrhea and provide considerable relief of

symptoms. Trimethoprim and sulphamethoxazole combi-

nations are no longer the preferred agents in view of

worldwide resistance. Fluroquinolones (ciprofloxacin

500 mg twice a day or norfloxacin 400 mg twice a day for

three days) are the most effective antibiotics for treatment

of travelers’ diarrhea. A 3 -day course of a quinolone for

self-therapy can be prescribed for traveling patients.

Unless patients are traveling in the winter months, when

Campylobacterjejuni diarrhea (for which 3-day quinolone

treatment is recommended) is more common, travelers

should take one dose of antibiotic and reevaluate them-

selves after 12 hours. If unformed stools are still passed,

the 3-day course has to be completed.

A logical approach to treatment of travelers’ diarrhea

would be to use bismuth subsalicylate or loperamide for

mild (1-2 stools/day) or moderate diarrhea (>3 stools/

day) with no distressing symptoms. For worsening diarrhea

with distressing symptoms, the quinolones can be used.

Malaria

Malaria is prevalent in many parts of the world and is

becoming increasingly chloroquine resistant. More than

3 million deaths due to malaria are reported annually.
9 A

substantial incidence of the disease has been reported in

US travelers who did not receive appropriate prophylaxis.

Malaria is characterized by high fever with chills. Travel-

ers should be advised to seek prompt medical attention if

these symptoms occur up to a year after foreign travel.

Currently, three medications are available for prophy-

laxis against malaria (Table 3). Chloroquine is recom-

mended for travel to Mexico, Central America, and a few

parts of the Middle East where the malarial parasite is still

chloroquine sensitive. Mefloquine is the drug of choice for

travel to areas with chloroquine-resistant malaria. Nausea

and dizziness, often reported side-effects of mefloquine,

can be avoided by taking the drug before sleep. Some
patients cannot take mefloquine. Patients who have a

seizure disorder or are taking drugs which delay cardiac

conduction, like quinidine and beta-blockers, should avoid

mefloquine. Doxycycline is a reasonable alternative to

mefloquine for such patients. A recent study on Indonesian

soldiers demonstrated comparative efficacy of mefloquine

and doxycycline. 10 Although mefloquine is taken just once

a week, doxycycline has to be taken every day. Doxycy-

cline should not be used by pregnant women during their

entire pregnancy, children under 8 years of age, and trav-

elers with a known hypersensitivity to doxycycline. Doxy-

cycline can cause significant photosensitivity.

Insect Repellants. The appropriate use of insect repel-

lants is one way of reducing the incidence of malaria.

DEET (N, N-diethyl-3-methylbenzamide) is an effective

repellant. Repellants containing 25%-30% DEET provide

adequate protection." The American Academy of Pedi-

atrics recommends that repellants used on children should

not contain more than 10% DEET 10
to avoid neurotoxicity.

The repellant must be applied lightly on the skin, and the

directions for use in the label of the repellant container

should be followed. Permethrin, a synthetic pyrethroid, is

an effective insecticide that can be applied to clothing but

not to the skin.
12 A combination of DEET, which is applied

to the skin, and permethrin, which is applied to clothing or

window screens, significantly reduces mosquito bites.

Commonly Used Vaccines

An immunization history is an essential part of a trav-

eler’s evaluation (Table 4). Hepatitis A. typhoid fever.

TABLE 3—Chemoprophylaxis for Malaria

Drug Dosing regimen Precautions

Chloroquine 500 mg PO once a week. Start one week before travel

and continue for four weeks after return.

Ocular side effects. G6PD deficiency.

Mefloquine 250 mg PO once a week. Start one week before travel

and continue for four weeks after return.

Avoid in patients with seizures, psychiatric

disorders, patients on cardiac drugs like

quinidine, propranolol.

Doxycycline

PO = by mouth, QD = every day

100 mg PO QD. Start one day before travel and continue

for four weeks after return.

Avoid in pregnancy, children under eight years of

age. Photosensitivity.
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TABLE 4.—Vaccinations for Travel

Vaccine/lmmune-globluin Dosing Schedule Comments' Booster Interval

Hepatitis A vaccines Havrix®Adults: 1440 El U IM

Vaqta®: Adults 50 units IM

Inactivated Havrix ® contains 2 phenoxyethanol

as preservative. For both vaccines, the most

common side effects are mild problems that usually

disappear within one to two days.

Adults: 6 to 1 2 months later

Immunoglobulin

for hepatitis A

<3 months: 0.02 ml/Kg-IM

>3 months: 0.06 ml/Kg-IM

Avoid concurrent live vaccines. Repeat every five months

Hepatitis B (Engerix B
R

)
Accelerated: three doses at

0, 30 and 60 days

Standard: three doses at

0, 1 and 6 months

Teenagers may not need vaccination as hepatitis B

vaccination has been included in the childhood

immunization program.

Accelerated: 12 months

Standard: Not known

Yellow fever 0.5 ml SC at least 10 days

before travel

Live attenuated virus. Avoid in pregnant patients,

patients with severe egg allergy, and immuno-

suppressed patients.

Repeat every 1 0 years

Typhoid fever Oral: One capsule every other day,

four doses.

Injectable: ViCPS vaccine, one dose

IM Inactivated (heat-phenol)

injectable: two doses,

four weeks apart

Oral: live attenuated strain ty21a strain.

Avoid in acute febrile or Cl illness.

ViCPS: ViCPS vaccine contains phenol- caution in patients

with thrombocytopenia, coagulopathies, pregnancy

(Category C), immunocompromised states.

Inactivated: Reactions following vaccination like fever,

myalgias and soreness at injection site are more

common than the single dose ViCPS vaccine.

Oral: five years

ViCPS: two years

Heat-phenol inactivated:

three years

Polio Unvaccinated: three doses

IM or SC, one month apart.

Completed vaccination:

one booster dose

Enhanced-potency inactivated poliovirus vaccine

preferred in adults pregnancy (Category C),

Avoid in patients with hypersensitivity to neomycin,

streptomycin or polymixin B.

Cholera
18 Two doses IM or SC,

one or more weeks apart

Limited efficacy—50%. Give at least three weeks after

yellow fever vaccine.

Six months

Meningococcus One dose SC Needed for travel to Saudi Arabia. None but three years later

in high risk groups

IM = intramuscular, SC = subcutaneous

“Allergic reactions can occur due to the vaccine component. History of allergic reactions to vaccines should be evaluated prior to vaccination.

and yellow fever are some of the diseases that can cause

significant morbidity and mortality during travel to dis-

ease-prevalent areas. Current, childhood and adolescent

routine immunization recommendations do not include

vaccinations against such diseases.
13

In addition to vac-

cination, information about food and water precautions

should be discussed with the traveler.

Hepatitis A

Hepatitis A is highly endemic throughout the devel-

oping world but rarely seen in developed countries such

as the United States, Canada, countries in northern and

western Europe, Japan, Australia, and New Zealand.

Hepatitis A vaccines and immunoglobulins afford excel-

lent protection and are well tolerated.

There are two hepatitis A vaccines currently avail-

able in the United States, HAVRIX® and VAQTA®. Both

are inactivated vaccines. HAVRIX® contains 2-phe-

noxyethanol as a preservative. The common side effects

of both vaccines are mild and usually disappear within

one to two days.

Vaccine Dosage 14
:

HAVRIX®: Adults: Two doses— 1440 Elisa Unit

(EL.U.) with the second dose administered 6 to 12

months after the first dose.

VAQTA®: Adults: Two doses—50 unit (U) with the

second dose administered 6 months later.

Children over the age of two years can receive the

vaccination, and multiple regimens are available for

children and adolescents. Travelers are considered to be

protected four weeks after receiving the initial vaccine

dose. The vaccine is estimated to afford protection for

about 20 years with the booster dose.

Short-term visitors, children less than two years old,

and travelers seen within two weeks of the departure

date should receive immunoglobulin.

Yellow Fever

Yellow fever is a viral disease transmitted to humans

by mosquito bites. Symptoms range from fever, chills,

headache, and vomiting to jaundice, internal bleeding,

and kidney failure. Yellow fever has been reported in
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unvaccinated visitors to endemic areas. Hence, vaccina-

tion is strongly recommended. 1:1 Many African and

South American countries require yellow fever vaccina-

tion for entry. In general, even when not required, trav-

elers to tropical Africa and South America should

consider yellow fever vaccination.

The vaccination is contraindicated in infants less than

four months of age, immunocompromised patients, per-

sons severely allergic to eggs, and pregnant women,

who should be advised not to travel to an endemic area.

In addition to the vaccine, travelers should use measures

to reduce exposure to mosquitoes and protect them-

selves from mosquito bites. No serious vaccine-related,

adverse experiences were observed during clinical trials.

Typhoid Fever

Typhoid fever is a common bacterial infection of the

developing world. Typhoid fever is transmitted through

contaminated food and/or water, or directly between

people. Symptoms of typhoid include high fever, some-

times with chills, coated tongue, headaches, tiredness,

loss of appetite, and constipation. Following the food

and water precautions closely can reduce the incidence

of typhoid fever significantly. One oral vaccine and two

injectable vaccines are available. These vaccines pro-

vide protection with a 70%-90% efficacy rate.

The oral vaccine consists of four capsules taken

every other day over a seven-day period. Protection

starts five days after the last dose, and protection lasts

about five years. Reactions are rare and include nausea,

vomiting, abdominal cramps, and skin rash. In order to

maximize the efficacy of oral typhoid vaccine, concomi-

tant use of antibiotics should be avoided; all the four

doses should be taken on empty stomach; and the cap-

sules should be refrigerated. 16 A new, one-dose,

injectable ViCPS vaccine is now available, which is bet-

ter tolerated than the old, killed vaccine.

Cholera

Cholera is an acute diarrheal illness caused by infection

of the intestine with the bacterium Vibrio cholerae. The
infection is often mild or without symptoms, but some-

times it can be severe. Approximately 1 in 20 infected per-

sons has severe disease characterized by profuse watery

diarrhea and vomiting, often with leg cramps.

The risk of cholera to US travelers who follow food

and water precautions is low, and the vaccine is only

about 50% effective. As a result, the vaccine is used

infrequently even when traveling to areas where epi-

demics have been reported. Cholera vaccine is not rec-

ommended for infants under six months old or for

pregnant women.

Meningococcal Meningitis

Meningitis is a bacterial disease characterized by
headaches, stiff neck, fever, and a typical rash. Sporadic

meningococcal outbreaks have been reported in many
underdeveloped countries due to overcrowding. Visitors

to areas of high meningitis occurrence are strongly rec-

ommended to receive the vaccination. Haj pilgrims to

Saudi Arabia are required to be vaccinated against

meningococcal meningitis. A tetravaccine is available

and affords reasonable protection.

Other Vaccinations

A complete immunization history should be elicited.

Travelers should have been immunized against hepatitis

B. poliovirus, MMR, diphtheria, and tetanus. Unvacci-

nated and partially vaccinated persons should receive

appropriate vaccinations before traveling. About 10% of

the polio cases between 1975 and 1984 were among US
citizens returning from foreign travel.

17 Enhanced

potency inactivated poliovirus vaccine is preferred for

adults. Unvaccinated adults should receive three doses of

the polio vaccine, four weeks apart. If travel is unavoid-

able within the three-month period, two doses, four

weeks apart or at least one dose should be given and the

series completed on return. Vaccinated adults over the

age of 50 or patients who are on immunosuppressive

medications should be considered for polio booster

vaccinations.

In addition, certain travelers may need protection

against Japanese B encephalitis and rabies. Since rabies

vaccination does not afford complete protection but only

decreases the number of post-exposure vaccination doses,

travelers should be cautioned against contact with dogs in

areas with high rabies incidence. For diseases such as

dengue fever, no vaccines are available, and limiting mos-

quito bites either with repellants or other measures is the

only option available.

Tick-borne encephalitis is prevalent in Europe and the

former Soviet Union. Risk of transmission to routine trav-

elers is low. Travelers planning to camp in the woods or

explore remote areas should, in addition to vaccination,

use protective clothing that covers the arms and legs, use

repellants, and inspect the body daily for ticks, complying

with instructions for removing attached ticks.
19

Infections such as anthrax can be acquired abroad due

to ingestion of contaminated meat, inhalation of aerosols

containing anthrax spores, or cutaneous exposure to con-

taminated wool or fur. A killed vaccine is available for

people with occupational hazards, but is not routinely

recommended for travelers. The vaccine series consists

of three doses given two weeks apart, with booster doses

at 6 months and then on an annual basis.

Epidemics of plague have occurred sporadically. Vacci-

nation, which consists of three injections over six months,

is recommended for biologists and workers in plague

endemic areas.

Diabetic Traveler

Vaccine recommendations are not different for the dia-

betic traveler. During long flights, hypoglycemia may
occur due to inappropriate dosages. Glucometers and

insulin pumps are known to malfunction at high altitudes.

The traveling diabetic should carry twice the amount of

medications and supplies and pack half of them in the

carry-on bag. A snack box containing fruit juices, crackers,
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and glucose tablets is an essential part of the diabetic’s

hand luggage. Using charts and schedules to adjust insulin

doses during travel has not been found to be effective. An
individualized insulin regimen coupled with simplified

advice to inform the airlines about diabetes, monitor blood

glucose frequently, and carry carbohydrates to avoid hypo-

glycemia can be helpful during air travel.

Travelers with HIV

The care of an immunocompromised traveler is com-

plex and has to be addressed carefully.
20 Benefits of the

travel should be weighed against the potential health

risks. Primary care physicians taking care of HIV
patients should advise continued compliance to anti-

retroviral therapy; warn against the likelihood of devel-

oping other diseases, both opportunistic and sexually

transmitted; and refer the patients to a travel medicine

consultant as soon as travel plans are discussed or at

least eight weeks prior to travel. Health and evacuation

insurance and access to reliable health services abroad

should be discussed.

Some countries may require HIV testing results. In

addition to obtaining information from the respective

embassies, travelers can log on to the Centers for Dis-

ease Control (CDC) travel information site on the World

Wide Web at http://www.cdc.gov/travel or the US
Department of State site at http://travel.state.gov to

obtain entry requirements confidentially.

Vaccinations for the HIV Patient. Routine vaccina-

tions include Pneumococcal vaccine. Hepatitis B series

and the yearly influenza vaccine. Generally, live vaccines

must be avoided in patients with CD4 counts of less than

200 cells/mm3
. Hepatitis A vaccines, killed cholera vac-

cine, inactivated typhoid vaccines, and polyvalent

meningococcal vaccine can be administered safely. Live

viral vaccines, such as oral polio vaccine, MMR, yellow

fever vaccine, and live cholera vaccine should not be

administered to HIV patients with CD4 counts of less

than 200 cells/mm 3
. The efficacy of vaccines against

rabies, plague, Japanese encephalitis, and tick-borne

encephalitis in the compromised traveler are not clear.

Chemoprophylaxis for malaria should be used as it is

for immunocompetent travelers. However, drug interac-

tions with protease inhibitors and other new anti-retrovi-

rals are continually increasing in number, and drug

interactions should always be considered before pre-

scribing any medication.

Enteric Infection in the HIV-Infected Traveler. Salmo-

nella typhimurium, which causes diarrhea with acute bac-

teremic febrile illness, is more common in HIV-infected

patients and has a high mortality in developing countries.

Common protozoal infections due to Giardia and Enta-

moeba species are not significantly affected by HIV infec-

tion. However, coinfection with helminthic infection can

cause severe disseminated disease. Strongyloidiasis,

schistosomiasis, and cysticercosis have all affected the

HIV traveler and must be considered by the primary care

physician when caring for a returned HIV patient with

worsening or new symptoms.

Food and water precautions should be strictly

adhered to. Bottled water that meets European Union

standards, and water that has been treated by distillation,

ozonization, or reverse osmosis can be considered safe.

Patients with CD4 counts of less than 500 cells/mm3 on

trips of less than three weeks can be placed on daily

quinolone prophylaxis. HIV patients developing bloody

diarrhea or fever with diarrhea, however, should be

advised to seek prompt medical attention.

Patients should be advised to avoid activities that can

increase their chances of infection by additional subtypes

of HIV, which can accelerate HIV disease progression.

Leishmaniasis and trypanosomiasis are emerging as

opportunistic infections in addition to the list of already

well-known opportunistic infections. Use of insect repel-

lants can reduce the incidence, but patients must be

advised to get medical advice if new symptoms occur.

Conclusion

Each year, millions of people travel for business and

pleasure. Although traveling is an exciting and informa-

tive experience, it also brings certain challenges and

risks. International travel, especially to developing

countries, can expose people to infectious diseases that

are not commonly seen in the United States.

The medical concerns of travelers can be as varied as

their itineraries: The need for preventative medications

and immunization; the proper way to handle acute and

chronic medical illness; the information and documenta-

tion that should be taken while traveling; and ways to

seek medical assistance abroad are among the varied

concerns.

The international traveler should seek medical advice

at least four to six weeks prior to his or her departure

date. Planning may start even earlier for trips that cover

many different countries or that last for extended peri-

ods. Travelers with complex medical problems also have

reason to plan earlier, and such patients may be referred

to a travel medicine specialist. Taking time to plan ahead

can help minimize the risks associated with international

travel.
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Amebic Liver Abscess: Epidemiology, Clinical

Features, and Outcome

REGINALD K. SEETO, MB, BS, San Francisco, California; and DON C. ROCKEY, MD, Durham, North Carolina

Amebic liver abscess (ALA) is a serious, but readily treatable form of hepatic infection. In order to un-

derstand the clinical features of this condition in the United States, we reviewed the medical histories

of 56 patients with ALA at two large San Francisco Hospitals from 1979 to 1994. Patients were divided

into the following groups based on the presumed manner in which they had acquired ALA: those born

or raised in the United States, with a history of travel to an endemic area (Tr-ALA); those from an

endemic area, but living in the United States for less than one year (En-ALA); and those neither from

nor having traveled to an endemic area (N-ALA). We found distinct clinical patterns in patients from
different epidemiological groups. Patients with Tr-ALA were a decade older than those from endemic
regions, were more likely to be male, and tended to have an insidious onset. Furthermore, compared
to patients with En-ALA, those with Tr-ALA were more likely to have hepatomegaly (P < 0.0001) and
large abscesses (ALA >10 cm; P < 0.01). One third of the patients studied had no associated travel his-

tory or endemic origin as risk factors. Of these, 63% had a condition consistent with severe immuno-
suppression, such as infection with the human immunodeficiency virus (HIV), malnourishment with

severe hypoalbuminemia, or chronic infection. In patients with N-ALA, the presence of a presumed
immunosuppressed state increased significantly, as compared to patients with endemic or travel risk

factors for ALA. During the last five years of the study, one third of all patients diagnosed with ALA
were HIV positive (including 2 with a new diagnosis of AIDS), many of whom were discovered to be
HIV-infected only after presentation with ALA. We conclude that travel to and origin in an endemic
area are important risk factors for the development of ALA, and patients in these different epidemio-

logical groups appear to have distinct clinical features. Further, in the absence of recognized risk fac-

tors, the development of ALA may suggest an immunocompromised host.

(Seeto RK, Rockey DC. Amebic liver abscess: epidemiology, clinical features, and outcome. West
]
Med 1 999; 1 70:1 04-1 09)

I
nfection with the parasite Entamoeba histolytica is

common worldwide. Most patients infected with

Entamoeba histolytica have only colonic symptoms and

signs. Although less common than colonic amebiasis,

extra-intestinal amebiasis is often more consequential.

The most frequent form of extra-intestinal amebiasis is

amebic liver abscess (ALA), which may develop serious

complications if not rapidly detected and properly man-
aged. With appropriate management, however, patients

with ALA have an excellent prognosis. 1

Although Entamoeba histolytica infection is most

common in underdeveloped countries, immigration and

the modernization of transport have contributed to an

increased incidence and awareness of ALA in developed

countries, such as the United States. Therefore, the aim

of this study was to investigate the clinical features of

patients with ALA in the United States. We report on a

large cohort of patients with ALA and address both the

epidemiologic profiles and clinical characteristics of

patients with ALA in this setting.

Methods

Amebic liver abscess was identified in 56 patients

between January 1, 1979, and December 31, 1994, at two

hospitals affiliated with the University of California, San

Francisco, Moffit-Long Hospital and San Francisco Gen-

eral. Each ALA was confirmed by radiological or surgi-

cal demonstration of an intrahepatic abscess cavity and

by positive amebic serology. A presumptive diagnosis of

ALA was made in two patients; amebic serology was not

performed, but each had amebic stool cysts and a rapid

clinical response to antiamebic treatment. In one patient,

a histopathologic diagnosis of disseminated amebiasis

From the Departments of Medicine/Divisions of Gastroenterology, University of California, San Francisco, California (Dr Seeto), and Duke University Medical Cen-
ter, Durham, North Carolina (Dr Rockey).
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TABLE 1.— Epidemiological Features in 56 Patients with ALA *

featurert Endemic (En-ALA) Travel (Tr-ALA) No risk factors (N-ALA)

Number 27 13 16

Age, yt 28 (19-70) 40 (23-67) 36 (1-52)

Female:Male 5:22 0:13 2:14

Born in USA (%) 0 (0%) 3(23) 13(81)

Symptoms PTA, df 9(1-120) 28 (2-180) 14(3-60)

Symptoms > 1 mo (%) 8 (30%) 7 (54%) 2(13%)

Hospitalization, d 7(3-19) 8(3-18) 8 (3-38)

Defervescence, d 2(1-9) 3 0-7) 3(1-9)

Ethanol (%)§ 11 (41) 9(69) 4(25)

HIV positive (%) 0 (0) 0(0) 6 (38)#

Malnutrition (%)ll 2 (7) 3(23) 2(13)

Tuberculosis (%) 3(11) 2(15) 3(19)

Immunosuppressed (%)*fl 5(19) 4(31) 10(63)**

Immunosuppressed and/or ethanol (%) 15(56) 9(69) 12(75)

PTA = prior to admission

•Patients with En-ALA were born and had lived the majority of their lives in an endemic region and had been in the United States for less than one year. Patients with Tr-ALA were born in the USA

or had lived the great majority of their lives in the USA and had traveled on one occasion to an endemic region. Patients with N-ALA were neither from nor had traveled to an endemic area.

thlumbers of patients in each group are shown, numbers in parentheses represent the percent of the total number in each specific subgroup (i.e. En-ALA, Tr-ALA and N-ALA), except where a range is shown.

tSymptoms were any of those listed in Table 2.

§Heavy ethanol consumption was defined as > 1 50 grams ethanol/day.

IIHas evidence of wasting with severe hypoalbuminemia (<2.6 grams/dl) not due to any other cause (i.e. cardiac, liver, or renal failure).

1An immunosuppressed condition was considered to be present in patients with HIV infection, infection with Mycobacterium tuberculosis, or with malnutrition and hypoalbuminemia (albumin <2.6

g/dL) not due to other causes.

#P < 0.01 compared to either En-ALA or Tr-ALA.

*’P < 0.001 versus En-ALA group.

was made at autopsy. Specimens for parasitology were

collected from fresh stools or drainage from interven-

tional radiology or surgery. Patients with non-amebic eti-

ologies for liver abscesses were excluded. Substantial

alcohol consumption was considered to be present when
ingested ethanol was >150 grams/d. A state of clinical

immunosuppression was defined by the presence of

either of the two following conditions: severe clinical

malnutrition with muscle wasting and an albumin level

of less than 2.6 gram/dl, demonstrated by physical and

laboratory examination and having no other potential

cause; or a serious, chronic, underlying infection, such as

tuberculosis or HIV infection. Recurrence was defined as

an ALA appearing subsequent to initial clinical or radi-

ographic resolution.

We defined the following epidemiologic profiles:

Endemic ALA (En-ALA) occurred in patients bom and

living the majority of their lives in an endemic region,

who had been in the United States for less than one year.

In this study, 16 patients came from Mexico, 7 from

Asia, and 4 from South America. ALA occurring after

travel (Tr-ALA) occurred in patients bom or having

lived the majority of their lives in the United States, who
had a reported history of travel to a country where ame-
biasis is endemic. In this study, eight had travelled to

Mexico, four to Asia, and one to South America. The
final epidemiologic group was considered to be those

neither from nor having traveled to an endemic area (N-

ALA). Acute and chronic ALA were defined by the

presence of symptoms for less than or more than 14

days, respectively. Statistical analyses were performed

with either Fisher’s exact test or the Student’s t test. This

study was approved by the Committee on Human
Research of the University of California, San Francisco

and was performed in accordance with the guidelines set

forth in the Declaration of Helsinki 2
for ethical conduct

in the study of human subjects.

Results

Epidemiology and Etiology

In this series, the incidence of ALA was 8.5

patients/100,000 hospital admissions. Of those diag-

nosed, 75% were young men bom outside the United

States, and only 18% of patients were older than 50. We
segregated ALAs by etiology (Table 1). The median

time to presentation after travel was 20 weeks, with a

range of 2 to 60 weeks. One third of all patients with

ALA had associated medical conditions. Eight had

tuberculosis, three had syphilis, three had hepatitis C,

three had peptic ulcer disease, one had diabetes mellitus,

and one had had a posttraumatic splenectomy. In addi-

tion, 43% of the patients studied had a history of heavy

alcohol consumption.

Patients with travel-related ALA were all men, many
with histories of significant alcohol consumption. Tr-

ALA patients were older than patients with En-ALA,
and Tr-ALA presented subacutely in comparison with

all other ALAs (Table 1). ALA was more prevalent in
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TABLE 2 —Symptoms and Signs at Presentation in 56 Patients

with ALA

Finding Number %

Symptoms

Abdominal pain* 47 84

Fever 45 80

Chills 41 73

Nausea, vomiting and/or anorexia) 36 64

Sweats 32 57

Pleurisy, shortness of breath, and/or coughtt 23 41

Diarrheal 16 29

Weight lossll 16 29

Signs

Fever*! 47 84

Abdominal tenderness 45 80

Hepatomegaly (>1 4 cm) 14 25

Respiratory findings# 14 25

Guarding or rebound 11 20

jaundice 2 4

*Pain was located in the following areas: right sided (31), epigastric (7), diffuse (4)

or not stated (5). Pain was referred to the following areas: back or flank (9), shoulder (7)

and chest wall (2).

tThere were 23, 22, and 1 8 patients with nausea, anorexia and vomiting, respectively.

tIThere were 1 3, 8 and 8 patients with pleurisy, shortness of breath and cough, respec-

tively.

§Bloody diarrhea was recorded in 5 patients.

IIMedian weight loss was 20 lb (range 5-40 1 b). There was a statistically significant dif-

ference for weight loss between ALA with an acute and chronic presentation (11% versus

60%, respectively) with P < 0.0004 (Fisher's exact test).

IThere were 31 high grade (>38.5°C) and 16 low grade (37.5<T<38.4°C) temperatures.

Three initial temperature readings were not available. All patients afebrile on admission

became febrile during admission.

#Respiratory findings included decreased breath sounds, dullness to percussion or

added sounds.

men than women in all groups. In the N-ALA group,

there were six homosexual male patients, three of whom
also used intravenous drugs. Three of these patients

were known to be HIV-infected prior to admission, and

three were diagnosed after their clinical presentation

with ALA. Of note, the five HIV-infected patients who
presented between 1990 and 1994 accounted for one

third of all ALA cases during that time period. Other

conditions associated with immunosuppression included

tuberculosis, severe malnutrition with severe hypoalbu-

minemia (<2.6 g/dl) in the absence of other causes,

splenectomy and diabetes (Table 1). The presence of

HIV was significantly greater in patients with N-ALA
than in other ALA groups (versus En-ALA P < 0.001;

versus Tr-ALA P < 0.02). Similarly, the presence of an

immunosuppressed state in patients with N-ALA was

also significant (versus En-ALA and Tr-ALA patients, P
< 0 .01 ).

Clinical Features

Symptoms were generally nonspecific (Table 2), but

a large proportion of patients presented with fever and

pain in the right upper quadrant; both symptoms were

present in 72% of patients. Physical signs reflected

symptoms (Table 2). All afebrile patients exhibited an

elevation in temperature during admission. Notably,

83% of all fevers were high grade. Defervescence

occurred rapidly in most patients (median 2.5 days,

range 1-9 days), except HIV-infected patients, whose
fevers lasted three times longer than other patients’. Of
all patients with ALA, 39% had anorexia, and 29% had

weight loss. Only five patients reported bloody diarrhea.

Jaundice was extremely rare.

The median duration of symptoms prior to presenta-

tion was relatively short, although 30% of patients had

symptoms for at least 30 days. The majority of patients

with En-ALA (63%) and N-ALA (82%) had a short dura-

tion of symptoms prior to admission (<14 days), and 90%
were discharged within 2 weeks of admission. By con-

trast, Tr-ALA patients had an indolent course with more

than 50% having symptoms lasting over 1 month prior to

presentation (Table 1). The presentation of patients with

En-ALA was notable for the presence of fever and

abdominal tenderness (93%). Nausea (48%), vomiting

(44%), and pleurisy (30%) were most frequently observed

in patients with En-ALA. Of N-ALA patients, 88% had a

significant history of fever and chills, and 93% had high-

grade temperatures during admission. Only two thirds,

however, reported a history of abdominal pain. On admis-

sion, Tr-ALA patients were least likely to be febrile or

exhibit abdominal tenderness, but were most likely to dis-

play constitutional symptoms (80% sweats, 31% myal-

gias, 23% headaches), hepatomegaly (69%) and

respiratory findings (40%). Hepatomegaly was found

four and ten times more often in patients with a travel his-

tory than in patients with N-ALA or En-ALA, respec-

tively. Moreover, constitutional symptoms (sweats,

myalgias, headaches, P < .05) and hepatomegaly were

more common in Tr-ALA than En-ALA (69% versus 7%,
P < 0.0001), although abdominal tenderness was less fre-

quent (62% versus 93%, P < .02).

Laboratory Findings

The white blood cell count (WBC) was elevated in

70% of patients (15 ± 1 X 109/liter), and 10% had WBC
> 20X 109/liter). Serum liver tests were generally unre-

markable and were as follows (mean + SEM): albumin

3.4 + 0.2 grams/dl (normal >3.3); total bilirubin 1.0 +

0.1 mg/dl (normal <1.2); alanine transaminase (ALT)

52+7 U/liter (normal <40); aspartate transaminase

(AST) 44 + 8 U/liter (normal <50); alkaline phosphatase

(SAP) 159 + 12 U/liter (normal <115). No patient had a

bilirubin level >3.2 mg/dl, though 20% of patients had

levels >1.2 mg/dl. Two fifths of patients had hypoalbu-

minemia with none having levels <1.9 grams/dl. One
third had an underlying anemia (12.8 ± 0.3 grams/dl),

but severe anemia was uncommon.

Imaging

Chest and abdominal plain films were nonspecific

(Table 3). The sensitivities of computed tomography (CT)

and ultrasonography (US) in detecting ALA were 100%
and 85%, respectively (Table 3). The five ALAs missed

by US were confirmed by two repeat USs, one CT, one
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TABLE 3 —Initial Radiographic Imaging in 56 Patients with ALA
*

Features Number %

Abnormal chest x-rayf ..21 44

Abnormal abdominal x-raytt ..17 52

Abnormal abdominal US§ . .47 90

<5.0 cm . .14 25

5-10 cm . .25 45

>10 cm . .13 23

Abnormal abdominal CT scan . .23 100

US = ultrasound and CT = computed tomography

‘Available images included 48 chest X-rays, 33 plain abdominal films, 52 ultrasounds,

23 CT scans.

tThere were 1 3 patients with a pleural effusion, 1 3 with elevated right hemidiaphragm,

and 1 2 with atelectasis. Some studies had more than one abnormal finding.

tfThere were 9 patients with a sentinel loop, 6 with air fluid levels, five with

hepatomegaly, and 1 with free air under the diaphragm. Some studies had more than one

abnormal finding.

§lf multiple ALAs were present, then the largest was measured.

surgery, and one autopsy. Amebic liver abcessess were

most often single, located on the right posterior or anterior

segment, and <10 cm in size (Table 4). Amebic liver

abscessess on the left side were distributed equally

between the lateral and medial segments. Of patients with

Tr-ALA, 55% had ALAs >10 cm in size. This group

accounted for the greatest proportion of multiple ALAs
(40%) and ALAs involving the left or both lobes (40%).

Patients with Tr-ALA or a chronic presentation were

more likely to have an ALA >10 cm (Tr-ALA, 55% ver-

sus En-ALA, 22%, P < .01; chronic presentation, 47%
versus acute presentation, 12%. P < 0.01) (Table 4). All

six ALAs in HIV-infected patients were right-sided; five

were located in the posterior segment.

Microbiology

Amebic serology was performed using the following tests:

indirect hemagglutination (IHA) in 37 patients, enzyme-

linked immunoabsorbent assay (ELISA) in 15 patients,

counterimmunoelectrophoresis (CIE) in 14 patients,

latex fixation (LF) in 8 patients, immunodiffusion (ID)

in two patients, and complement-fixation (CF) in 1 patient.

Of the 77 tests, 5 were initially negative, including 2 IHAs,

2 CIEs, and 1 LF. In 13 out of 43 patients (30%), cul-

tures of stool specimens revealed cysts or trophozoites,

either singly or in combination (50%, 37% and 23% in

Tr-ALA, En-ALA and N-ALA patients, respectively).

Trophozoites were identified in 4% of abscess aspirates.

Abscess cultures from two patients grew one contami-

nant and an Escherichia coli. Blood cultures from three

patients grew two contaminants and an Escherichia coli.

Treatment

All patients received antibiotic treatment: 75%
received a combination of metronidazole and di-

iodoquinol, and 25% received metronidazole alone.

Almost half the patients underwent invasive diagnostic

TABLE A.—Location and Number of Amebic Abscesses

Feature Number %

Location of ALA

Right lobe 44 79

Left lobe 5 9

Both lobes (left, right, caudate) . .

.

5 9

Caudate 2 4

Number of ALA

Single 43 77

Multiple 13 23

ALAs were identified by ultrasound, computed tomography or autopsy.

or therapeutic procedures, of which percutaneous needle

aspiration was the most commonly performed. Of 20

patients who underwent aspiration, 1 developed acute

respiratory distress (ARDS). Patients in the N-ALA
group were most likely to undergo an invasive proce-

dure (>60%). Defervescence took longer in patients who
underwent invasive procedures than in those treated

with antibiotics alone (Table 5).

Morbidity and Mortality

Complications included contiguous extension or rup-

ture in 6 (11%) of patients, ARDS after an interventional

radiological procedure in 1 (2%), recurrence in 2 (4%)
and superinfection in 1 patient (2%). This latter patient,

the only patient who died in this series, had Escherichia

coli septicemia and multisystem organ failure with posi-

tive blood and abscess cultures. The diagnosis was not

suspected prior to death and only made at autopsy.

Patients with Tr-ALA (15%) and N-ALA (13%) were

twice as likely as En-ALA (7%) patients to have a con-

tiguous extension or rupture, but the latter had the only

recorded death (4%). The recurrence rate was 0% for

patients with N-ALA, 4% for patients with En-ALA, and

7% for patients with Tr-ALA. There was no consistent

relationship between clinical improvement and a changed

radiological appearance.

Discussion

We have identified distinct clinical features in

patients with ALA who have different epidemiological

profiles. Differences were found in groups of patients

developing ALA after travel to an endemic area (Tr-

ALA) and those with ALA after living in an endemic

area (En-ALA). The former were older and more likely

to be male and had a more insidious onset of illness,

more marked hepatomegaly, larger ALAs, and a greater

proportion of multiple ALAs, including those involving

the left or both lobes. These differences in clinical pre-

sentation, found in our subgroups, are consistent with

differences reported previously between subgroups

of patients with either acute or chronic clinical
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TABLE 5.—Specific Treatment in 56 Patients with ALA*

Treatment Number (%) Metronidazole (days)

t

Time to defervesce (days)

Antibiotics alone 31 (55) 11 (10-28) 2(1-6)

Simple aspiration 12(21) 13(10-18) 4 (1-8)

Percutaneous drainage 8(14) 15(10-18) 4(1-9)

Surgical drainage 5(9) 17(10-20) 3(1-5)

•Median number of days are given with range in parentheses.

fMetronidazole (oral and/or intravenous) was the tissue active antibiotic used in all cases. It was used in combination with an antiluminicidal agent (most commonly a three-week course of Diidohy-

droxyquin) in 75% of ALA cases. The other 25% were treated with metronidazole alone.

presentations of ALA. 3 Hepatomegaly has also been

found to be prevalent in patients who presented suba-

cutely.
3 The longer duration of illness in patients with

Tr-ALA may result in greater hepatomegaly and larger

abscesses. Despite divergent epidemiological, clinical,

and radiological features in patients with ALA in differ-

ent settings, overall rates of complication, recurrence

and mortality were low.

It has been previously proposed that those patients

acquiring ALA as endemic residents are more likely to

exhibit a chronic than an acute presentation.
3 According

to this view, previous exposure and presumed immuniza-

tion through infection modulate the immunological

response, leading to a subacute illness in those with

recurrent exposure to Entamoeba histolytica. Those with

first-time exposure to Entamoeba histolytica , on the

other hand, are thought to develop an “acute" clinical ill-

ness. Our findings do not support this postulate. We
found that En-ALA patients had a more acute presenta-

tion with symptoms lasting for less than 14 days, while

patients with Tr-ALA were most likely to have a chronic

presentation, with symptoms lasting for over 1 month).

Our patients and those reported earlier did, however,

share notably similar clinical features in both “acute" and

“chronic” presentations.
3 Indeed, patients with chronic

presentation were older and more likely to have weight

loss, respiratory findings, hepatomegaly and a positive

initial US than patients with an acute presentation,

although only differences for weight loss and ALA size

were statistically significant. Our data suggest that

regardless of epidemiological background, patients with

ALA tend to exhibit acute or chronic clinical presenta-

tions. Additionally, our findings raise the possibility that

“acute” ALA in the En-ALA group may represent a low-

level, rapidly evident, and, perhaps, rapidly clearing

infection, whereas “chronic” ALA in the Tr-ALA group

may represent severe, persistent infection. One alterna-

tive postulate to explain the differences in presentations

between the different epidemiological groups reported

here and previously 3
(that is between the En-ALA and

Tr-ALA groups), is that our patients and those reported

previously could have been infected with different strains

of Entamoeba histolytica, which could, in turn, be asso-

ciated with divergent presentations. This postulate is con-

sistent with a previously proposed hypothesis.4

Amebic liver abcess is a relatively uncommon com-
plication of colonic amebiasis. Although the pathogene-

sis of ALA is not known, it is possible that an altered

immune response to Entamoeba histolytica could

contribute to the development of ALA. Alcohol con-

sumption in particular is an important potential

immunosuppressive factor, and it has been reported in

up to 80% of patients with En-ALA. 5 Alcohol may make
the liver more susceptible to Entamoeba histolytica

infection by directly impairing Kupffer cell function in

the liver or by hindering the cellular and humoral

immunologic response to Entamoeba histolytica. In this

series, over 40% of patients had a history of heavy alco-

hol consumption, and consumption was highest in

patients with Tr-ALA (69%).

Experimental studies have shown impaired immunity

to be an important factor in the pathogenesis of ALA.6-8

Immunosuppression after thymectomy or splenectomy

in animals results in an increased incidence of ALA.6 7

Stimulation of the immune system with bacillus Cal-

mette-GuErin (BCG), however, reduces the risk of

developing ALA. 8 Furthermore, iatrogenic exacerbation

of ALA in patients unsuspected of harboring ALA has

been documented after the administration of corticos-

teroids.
910

In our series, of the 56 patients reported, 16

(29%) had not been placed at risk for ALA by either

endemic origin or travel history (N-ALA). Furthermore,

10 of those 16 patients with N-ALA (63%) had an asso-

ciated condition compatible with severe immunosup-

pression. These patients had significant medical

conditions, such as HIV infection (38%), malnourish-

ment with severe hypoalbuminemia (25%), chronic

infections, namely tuberculosis and syphilis (25%),

heavy alcohol use (25%), hepatitis (13%), or had under-

gone splenectomy (6%).

Together, our data and the experimental data raise the

possibility that an immunocompromised state could be a

risk factor for the development of ALA. It is also possi-

ble, however, that invasive amebiasis itself leads to

immunosuppression.

Whether HIV infection is a risk factor for develop-

ment of ALA is unknown. We identified six HIV-

infected patients with ALA, two of whom had AIDS by

standard criteria. All of the HIV-infected patients were

bom in the United States, and none had a history of
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travel to an endemic area. All six were homosexual.

Homosexual men are known to have an increased inci-

dence of colonic amebiasis due to increased fecal-oral

contact. During the 1970s, the incidence of amebiasis

increased by 8000% in homosexual men in San Fran-

cisco 11 over a 10-year period, and 40% of patients with

amebiasis in a New York hospital were homosexual. 12

Thus, a homosexual lifestyle appears to facilitate the

transmission of Entamoeba histolytica. Whether HIV
infection in conjunction with the enhanced transmission

of Entamoeba histolytica increases the risk of ALA
remains an open question requiring further study.

The relationship between HIV/AIDS and ALA may
be important. In the last five years of our series, one

third of all patients with ALA were HIV-infected, and it

is notable that three of the six HIV-infected patients

were found to be HIV-positive after the ALA was diag-

nosed (including 2 patients who were found to have

AIDS by CD4 criteria). It has been proposed that there

could be an increase in extra-intestinal amebiasis,

including ALA, in HIV-infected patients due to the

emergence of less virulent strains.
13 Although our data

suggest that this may be possible, a population-based,

epidemiological study comparing an HIV-infected pop-

ulation to a population with travel-related risk and to a

population without risk is required. Furthermore, such a

study could explore possible differences between strains

of Entamoeba, such as Entamoeba histolytica, the “path-

ogenic” species, and Entamoeba dispar, the “nonpatho-

genic” species. This study could also investigate the

conversion of nonpathogenic strains, presumable preva-

lent in many homosexual populations, 14
into pathogenic

strains, which has been postulated to occur in vitro.
15

In

any case, the presence of a space-occupying hepatic

lesion in an HIV-infected patient should indicate the

possible presence of ALA, and the patient should be

managed accordingly.

In conclusion, travel to and origin in an endemic area

are important risk factors for the development of ALA,
and patients in each of these groups appear to have distinct

clinical features. In addition, a subset comprising one third

of patients in this series had no travel to or origin in an

endemic area, but appeared to be susceptible to develop-

ment of ALA. In this group, the majority had associated

immunosuppressive conditions, of which HIV infection

was the most common. These data raise the possibility that

impaired host immunity may be an important factor in the

pathogenesis of ALA. Moreover, from a clinical manage-

ment perspective, the finding of an ALA in a patient with-

out travel or endemic risk factors should suggest the

possibility of a compromised immune system.
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Report of a Case

The patient, a 56-year-old woman with a long history

of diet-controlled non-insulin-dependent diabetes melli-

tus, had a two-week history of fevers, chills, malaise,

and loose stools but no abdominal pain. On admission to

the hospital, her temperature was 38.5°C. Her abdomen
was nontender without hepatosplenomegaly. Her aspar-

tate aminotransferase (AST) level was 103 U per liter;

alanine aminotransferase (ALT), 34 U per liter; alkaline

phosphatase, 132 U per liter; lactate dehydrogenase

(LDH), 1,032 U per liter; leukocyte count, 10.1 X109
per

liter; platelets, 83X109
per liter; and an international

normalized ratio, 1 .6. A urinalysis showed 4 to 10 leuko-

cytes and many bacteria. A week before her hospital

admission, her laboratory values were as follows: AST,

30 U per liter; ALT, 25 U per liter; alkaline phosphatase,

89 U per liter; and LDH, 214 U per liter.

She was admitted to the hospital for probable

pyelonephritis and treated empirically with a regimen of

intravenous gentamicin sulfate and ampicillin. A chest

roentgenogram demonstrated elevation of the left hemidi-

aphragm, which suggested a possible subdiaphragmatic

abscess. An abdominal ultrasonogram showed an enlarged,

inhomogeneous spleen. An abdominal computed tomo-

graphic scan (Figure 1A) demonstrated an enlarged spleen

with multiple 1-cm areas of decreased attenuation, sugges-

tive of splenic abscesses. The urine culture grew more than

106 colonies of lactobacilli, thought to be a contaminant.

(Rathmell WK, Arguin P, Chan S, Yu A. Yersinia pseudotu-

berculosis bacteremia and splenic abscess in a patient with

non-insulin-dependent diabetes mellitus. West
j
Med

1999; 170 : 110-112 )
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and two of four blood cultures grew Yersinia pseudotuber-

culosis on days 4 find 7. which was sensitive to ampicillin.

trimethoprim-sulfamethoxazole (Septra), cefazolin, cefote-

tan, ceftazidime, gentamicin, and tetracycline. Antibody

titers were negative for the human immunodeficiency

vims, hepatitis B surface antigen, and hepatitis C.

The patient defervesced on hospital day 3 and on hos-

pital day 4 again became febrile. Her platelet count

decreased to 35X109
per liter on hospital day 3, with a

normal panel for disseminated intravascular coagulation,

suggesting that she probably had isolated thrombocytope-

nia associated with her bacteremia. Her platelet count

then increased steadily to 164X 109 per liter by day 10.

By hospital day 8, her laboratory values were as follows:

AST, 46 U per liter; ALT, 32 U per liter; alkaline phos-

phatase, 231 U per liter; LDH, 384 U per liter; and leuko-

cyte count, 8.3X109
per liter. An abdominal computed

tomographic scan after ten days of antibiotic therapy

showed persistent multiple 1-cm lesions with some coa-

lescence (Figure IB). She also continued to be febrile and

then had a splenectomy with a partial gastrectomy on

day 13 (gastrectomy done to repair gastroduodenal fistula).

Cultures of the spleen were negative for pathogens, and

the histopathologic examination noted multiple 1-cm nod-

ules containing necrotic tissue and masses of macro-

phages (Figure 2). After the operation, she received ten

more days of ampicillin and gentamicin therapy. At the

time of discharge, her laboratory values were as follows:

AST, 24 U per liter; ALT. 12 U per liter; alkaline phos-

phatase, 254 U per liter; and LDH, 303 U per liter.

Discussion

Yersinia species are small gram-negative coccobacilli

that grow optimally at cooler temperatures, between

25°C and 32°C. Because these are relatively uncommon
pathogens, automated microbiologic identification sys-

tems should not be relied on, and speciation is usually

determined with manual batteries of biochemical tests. If

there is a strong suggestion of infection with a Yersinia

species, the microbiology laboratory needs to be alerted

so that a special culture medium, cefsulodin irgason

novobiocin (CIN) plate, can be used. The culture also

needs to be grown at room temperature because Yersinia

species grow better in a cooler environment. Four key

reactions differentiate Y pseudotuberculosis from

Yersinia pestis , the causative agent of plague. The former

reliably demonstrates motility at room temperature,

hydrolyses urea, and ferments both rhamnose and meli-

biose, whereas Y pestis may rarely have a positive reac-

tion to one of these tests.

Yersinia pseudotuberculosis is a rare human pathogen.

It is a zoonotic organism carried primarily by rodents,

although domesticated farm animals also serve as a reser-

voir.
1 Most commonly, the infection manifests as a
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Figure 1.—Abdominal computed tomographic (CT) scans were taken of the spleen. A, A CT scan with contrast medium taken on

hospital day 2 reveals multiple sharply demarcated, 1- to 2-cm areas of low attenuation filling the enlarged spleen. B, A CT scan with

contrast medium taken after 1 0 days of treatment demonstrates a slightly smaller spleen with persistent 1 - to 2-cm areas of low atten-

uation, with some coalescence.

mesenteric lymphadenitis with abdominal pain, fever, and

diarrhea; in infants and small children, it presents mostly

as a nonbloody gastroenteritis.
1 Bacteremia resulting from

Y pseudotuberculosis infection is rare and usually occurs

in patients with underlying disorders such as diabetes mel-

litus, hepatic cirrhosis, or iron overload. 2 Overall mortality,

even with appropriate antimicrobial therapy, has been esti-

mated to be as high as 75%.' Only a few patients with dia-

betes as their sole underlying risk factor have been

described.
34 Furthermore, although reports of cases

involving liver, pulmonary, and suprarenal abscesses have

been published, there have been no reports of Y pseudotu-

berculosis as a cause of splenic abscess in a patient with

diabetes mellitus.

Splenic abscess itself is another uncommon phenom-
enon. Autopsy studies suggest that the incidence of

splenic abscess is between 0.2% and 0.7%.56 It is, how-

ever, a diagnosis increasingly made due to the improved

Figure 2.—This pathologic specimen of spleen reveals multiple

1-cm nodules filled with necrotic tissue and organizing macro-

phages, replacing most of the splenic parenchyma.

therapies for immunocompromised patients and advance-

ments in diagnostic imaging techniques, particularly com-

puted tomography.
5-9

Underlying illnesses, like diabetes

and endocarditis, and various immunodeficiency states

are predisposing conditions to the development of

splenic abscess.
578 Causes of splenic abscess include

Staphylococcus aureus, fungi, and aerobic and anaerobic

enteric gram-negative rods. The clinical outcome without

antibiotic treatment is universally fatal, and even with

aggressive treatment, mortality remains around 50%.57

The treatment of bacterial splenic abscess requires

drainage, regardless of the inciting organism. 7 8
In cases

of a single abscess, percutaneous drainage has been suc-

cessful in 68% of patients.
8

In a patient with multiple

abscesses, splenectomy is recommended. 7 8

This patient was an otherwise healthy woman with

diet-controlled non-insulin-dependent diabetes mellitus

as her only risk factor for the infection with Y pseudotu-

berculosis and the formation of splenic abscess. She pre-

sented with nonspecific symptoms of a generalized illness

without abdominal pain or splenomegaly on clinical

examination. The only clues on admission that led to an

evaluation of her spleen were the abnormal findings on

chest roentgenogram and elevated aminotransferase lev-

els. Both of these findings are sensitive for splenic abscess

but are nonspecific.
9 Because the organism grows best at

lower temperatures, the blood cultures were negative until

almost a week into her hospital stay.

An extensive review of the literature suggests that

this is the first reported case of Y pseudotuberculosis

bacteremia and splenic abscess in a diabetic patient.

Diabetes is a commonly encountered condition that pre-

disposes to both infection with unusual organisms like

Y pseudotuberculosis and the development of abscesses.

This case emphasizes the potential for occult abscess in

diabetic patients and the unusual spectrum of infectious

agents to which they are susceptible.
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Neurocysticercosis is an infection of the central

nervous system by the larval forms, or cysticerci. of Tae-

nia solium, the pork tapeworm. 1 which is prevalent pri-

marily in the rural areas of Latin America, Asia, and

Africa.
2"' The number of cases of neurocysticercosis

diagnosed in the United States is rising as a result of the

increasing number of immigrants from endemic areas.
6

There is debate regarding the efficacy of antihelmin-

thic agents in the treatment of neurocysticercosis.
7"8

(Yee T, Barakos JA, Knight RT. High-dose praziquantel with

cimetidine for refractory neurocysticercosis: a case report

with clinical and MRI follow-up. West
J
Med 1999;

170:112-115)
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because the condition may spontaneously resolve without

antihelminthic therapy.
9-10 Most clinicians, however,

recommend treating active neurocysticercosis with

antihelminthic agents," 16 using either praziquantel

(50 mg/kg/d) 15-21
or albendazole (15 mg/kg/d). 11518 -22-24

Praziquantel was the first agent used in the United States

and is usually the first drug prescribed for this condition.

If a patient does not respond to praziquantel, either a

repeat course of praziquantel
17 25 or a trial of albenda-

zole
1 1 51 8,22-24

is recommended. No consensus has been

reached, however, as to the next course of treatment for

patients unresponsive to the standard regimens of prazi-

quantel and albendazole.

Several case reports 25 suggest the use of high-dose

praziquantel (100 mg/kg/d) in treating refractory neuro-

cysticercosis. We report a case of neurocysticercosis in

which a patient failed to respond to conventional treat-

ments but improved after treatment with high-dose

praziquantel. This improvement was assessed during

follow-up, using clinical observation, brain magnetic

resonance imaging (MRI), and cerebrospinal fluid

(CSF) studies.

Report of a Case

A 36-year-old Hispanic man presented in 1990 with a

headache secondary to neurocysticercosis. Brain MRI
revealed multiple parenchymal cysts and calcifications, and

CSF studies demonstrated findings consistent with neuro-

cysticercosis. The patient was treated with praziquantel

(50 mg/kg/d) and corticosteroids for 15 days, which result-

ed in the subsequent resolution of his headache. Three

months after treatment, a repeat brain MRI showed a reduc-

tion in the size of the parenchymal cysts.

In 1993, the patient had a recurrence of headache with

diplopia and vertigo. A brain MRI revealed new parenchy-

mal cystic lesions, and CSF studies, using the enzyme-link

immunosorbent assay, detected the presence of anticys-

ticercal antibodies. The patient was again treated with praz-

iquantel (50 mg/kg/d), this time without corticosteroids, for

21 days. His symptoms, however, persisted three months

after treatment. A repeat brain MRI did not reveal a signi-

ficant reduction in the size of the parenchymal cystic

lesions, and communicating hydrocephalus was now
found. A ventriculoperitoneal shunt was placed, and some

of the patient’s symptoms subsequently improved,

although his headache persisted. One year later, a follow-up

brain scan showed new parenchymal cystic lesions with

normal-sized ventricles. As a result, he was placed on a 30-

day regimen of albendazole (15 mg/kg/d) without corticos-

teroids. This treatment was discontinued after 28 days,

owing to a sudden onset of left hemiparesis and hemi-

anesthesia associated with slurred speech and dysphagia. The

patient was subsequently started on dexamethasone

( 1 2 mg/d), and these symptoms improved gradually over 4

to 7 days. A brain MRI revealed new parenchymal cystic

lesions, hydrocephalus, an increase in basilar lep-

tomeningeal disease, and evidence of subcortical infarcts in

the lenticulostriate arterial distribution (Figures 1 and 2).
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Figure 1.—Post-contrast enhanced T1 -weighted images (TR = 500,

TE = 30 mseconds) taken prior to high-dose praziquantel treatment

reveal mild hydrocephalus evidenced by enlargement of the temporal

horn (arrowhead). Extensive leptomeningeal enhancement is noted

within the basilar cisterns (black arrows). Two intraparenchymal cysts

are evident in the right mesial temporal region (white arrows).

Figure 2.

—

Post-contrast enhanced T1 -weighted images (TR =

500, TE = 30 mseconds) obtained one day after the onset of

stroke symptoms reveal two contrast enhancing lesions within

the right corpus striatum. These lesions are secondary to

ischemia in the territory of the lenticulostriate branches.

Three months after albendazole treatment, such symp-

toms as headache, mild dysphagia and left-hand weakness

persisted. A repeat brain MRI revealed minimal change in

the parenchymal cystic lesions and basilar leptomeningeal

disease. The patient was started on a 21 -day regimen of

high-dose praziquantel (100 mg/kg/d) with aspirin

(325 mg/d), cimetidine (800 mg/d), and dexamethasone

(12 mg/d). Dexamethasone was tapered off over 2 months.

The patient tolerated the treatment well, without any com-
plications. Three months after treatment, his headache

had improved greatly. A brain MRI showed that both the

TABLE 1 —Cerebrospinal Fluid Profile Before and After High-Dose

Praziquantel Treatment

Time

Glucose

(45-80 mg/dl)

Protein

(15-45 mg/dl)

WBC

(<6 mm1

)

Three days before treatment 47 143 62

Five days after treatment 53 115 40

Three months after treatment 57 87 48

WBC = white blood cell

mesial temporal parenchymal cystic lesions and basilar

leptomeningeal disease had improved. CSF studies

demonstrated an increased glucose level, a decreased pro-

tein level, and a lowered white blood cell count after high-

dose praziquantel treatment (Table 1 ).

At follow-up, 18 months after treatment, the patient

continued to do well clinically. A brain MRI demon-
strated further improvement in the parenchymal cystic

lesions and a marked reduction in the basilar lep-

tomeningeal disease (Figure 3).

Discussion

Praziquantel is generally the first agent employed in the

treatment of neurocysticercosis, with dosages varying from

5 to 75 mg/kg/d.
2627 Most authorities

1 ' 11 - 13 -21 -27-33 recom-

mend a dose of 50 mg/kg/d for 15 or 21 days. If a patient

fails to respond to an initial course of praziquantel, the lit-

erature suggests either a repeat course
17

-25 or a trial of alben-

dazole at 15 mg/kg/d for 8 or 30 days.
1 15 18 -22-24 Albenda-

zole has proven as effective as, if not superior to, prazi-

quantel in the treatment of neurocysticercosis.
14 18-20 -34 -35

There is very little data in the literature, however, indicat-

ing the next course of treatment for refractory neurocys-

ticercosis in the event that these standard treatments fail.
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Figure 3.

—

Post-contrast enhanced T1 -weighted images

(TR=500, TE=30 mseconds) taken after high-dose praziquantel

treatment reveal considerable reduction in the extent of lep-

tomeningeal disease within the basilar cisterns. Hydrocephalus

and intraparenchymal cysts have resolved.

Although our patient is a resident of California, he

had traveled to the rural areas of Mexico in the past. His

travel history after his initial treatment for neurocys-

ticercosis in 1990 was unclear. The stool specimens of

both the patient and his family members tested negative

for tapeworm infection. Thus, the patient's recurrence of

neurocysticercosis could have resulted from repeated

visits to an endemic area. Recurrent neurocysticercosis

has been observed, however, in patients without any

travel history to endemic areas,
17 which suggests that

there may be sequestration of the larval forms in an

unidentified location. During his recurrence of neuro-

cysticercosis, the patient failed to respond to either a

repeat course of standard praziquantel therapy or an

additional course of albendazole. In addition, he had a

lacunar stroke involving the territory of the lenticulostriate

branches during one of these antihelminthic treatments

(Figure 2).

Ischemic cerebrovascular disease has been reported

as a complication in untreated neurocysticercosis

patients and in patients receiving anticysticercal

drugs.
36-39

In most cases, the stroke involves vessels of

small diameter in the territory of the lenticulostriate

branches of the anterior or middle cerebral artery and

results in a lacunar syndrome. 36 A cerebral infarct is

caused by occlusive endarteritis secondary to the

intense inflammatory reaction triggered within the sub-

arachnoid space by meningeal cysticerci.
36 Anticys-

ticercal drugs may enhance the inflammatory reaction

and increase the likelihood of cerebral infarcts.
36 -37

Because the patient’s stroke during antihelminthic treat-

ment was likely the result of an inflammatory arterial

occlusion, he was given dexamethasone, in addition to

praziquantel, during the high-dose praziquantel treat-

ment. Furthermore, because plasma levels of prazi-

quantel decrease with concomitant dexamethasone

treatment,40 cimetidine, which has been reported to

increase the bioavailability of praziquantel, most likely

by inhibiting cytochrome P-450 hepatic metabolism,

was also included in the regimen. 41 Although prazi-

quantel concentrations were not measured in our

patient, cimetidine may have played an important role

in the success of his treatment by minimizing the varia-

tions in plasma concentration that result from extensive

first pass metabolism of praziquantel. 41 The regimen of

high-dose praziquantel, dexamethasone, and cimetidine

was well tolerated.

Three months after high-dose praziquantel treatment,

a repeat brain MRI showed improvement in the

parenchymal cystic lesions and leptomeningeal disease.

A follow-up brain MRI at 18 months demonstrated con-

tinuing resolution of the parenchymal cysts and a

marked reduction of the basilar leptomeningeal disease

(Figure 3). Spinal fluid findings also provided evidence

of improvement three months after the patient’s treat-

ment with high-dose praziquantel (Table 1). It is unlikely

that the improvements evidenced by the brain MRI
resulted from prior albendazole treatment. Previous

reports have found that in most neurocysticercosis

patients who respond to albendazole, lesions disappear

on brain MRIs within three to four weeks.42 -43
In this

case, the patient's lesions persisted three months after

albendazole therapy.

In a report by Bittencourt and colleagues,27
three

patients with neurocysticercosis who had previously

failed to respond to a standard regimen of praziquantel

were subsequently treated with high-dose praziquantel.

Although two of these patients died from recurrent

shunt complications at 18- and 21 -month follow-ups,

all three improved initially upon treatment with high-

dose praziquantel. Like our patient, they all tolerated

high-dose praziquantel. Taken together, the results of

Bittencourt and colleagues’ study and the case we are

presenting suggest that high-dose praziquantel may be a

safe and effective treatment for patients with refractory

neurocysticercosis who do not respond to standard reg-

imens of either praziquantel or albendazole. Because

the use of antihelminthic agents may lead to cerebral

infarction subsequent to angiitis caused by acute

inflammatory reaction,
37 39

the addition of dexametha-

sone, with or without cimetidine, may help decrease the

risk of untoward vascular events during high-dose praz-

iquantel therapy.
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Diabetic Ketoacidosis in

Pregnancy With a Recent
Normal Screening Test

MICHAEL J.
O'SHAUGHNESSY, MD

KELLI R. BEINGESSER, MD
WILLIAM U. KHIEU, MD
Son Francisco, California

Ketoacidosis is a rare complication of diabetic preg-

nancies. It occurred at a rate of 1.73% in a recent series

of pregnancies with preexisting, insulin-dependent dia-

betes.
1 Ketoacidosis is an extremely rare complication

of gestational diabetes, as well.
2-3

In addition, ketoaci-

dosis has been reported in two patients with previously

undiagnosed diabetes. 3*4 We report a case of early dia-

betic ketoacidosis involving a patient who had had a

normal glucose tolerance test (GTT) only 10 days before

presentation.

Case Report

A previously healthy, 23-year-old, gravida II, para I,

Asian woman arrived at the obstetrical service in her

36th-week of pregancy, complaining of contractions

every three minutes and decreased fetal movement. The

patient also admitted to polyuria and polydipsia. She

denied nausea, vomiting, fever and chills. She had no

signs or symptoms of genitourinary, respiratory, or gas-

trointestinal infectious processes. Her past medical his-

tory was unremarkable. Her past obstetrical history

(O'Shaughnessy Mj, Beingesser KR, Khieu WU. Diabetic

ketoacidosis in pregnancy with a recent normal screening

test. West
j
Med 1 999; 170:115-118)
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included one prior pregnancy with delivery of malpre-

senting twins at 38 weeks by cesarean section. During

that pregnancy, routine screening for gestational dia-

betes had been negative. The present pregnancy had

also been unremarkable up to this time. At 15 weeks,

the patient had had a 50-gram 1-hour glucose challenge

test, w'hich was mildly elevated at 149 mg/dl. (Our facil-

ity normally screens patients upon presentation, owing

to the prevalence of gestational diabetes in the popula-

tion served and the fact that much of the population is

transient.) A follow-up 100-gram 3-hour GTT was nor-

mal at 20 weeks, and at 35 weeks, 10 days prior to her

admission, the patient had a second 50-gram 1-hour

screening test, which was also normal at 106 mg/dl.

Physical examination revealed an alert and oriented

patient in no distress. Her vital signs included a blood

pressure of 107/57, a pulse of 104, a respiratory rate of

18. and a temperature of 37.3°C. Her abdomen was not

tender, there were no localizing signs of infection, and

fundal height was in agreement with the estimated ges-

tational age. Cervical examination showed the patient to

be in early labor with the vertex presenting. Contractions

were coming every two to three minutes.

Continuous fetal heart monitoring revealed a baseline

of 150 beats per minute with good variability, but with

the presence of late decelerations. Ultrasound was

remarkable for oligohydramnios.

Initial laboratory investigations included a urinaly-

sis remarkable for severe glucosuria and ketonuria, a

serum sodium level of 129 mM, a potassium level of

5.2 mM, and a serum glucose level of 593 mg/dl with an

elevated anion gap of 1 8 mmol/liter.

Based on this initial data, diabetic ketoacidosis was

suspected. Arterial blood gases revealed a pH of 7.32, a

PCO2 of 28 mm Hg, a bicarbonate level of 14.2 mM, and

a base excess of -10. Blood counts included a leukocyte

count of 13,700/mm 3 and a hematocrit of 35.7%. Serum
ketones were present, and the patient had a lactic acid

level of 2.7 mmol/liter (normal range: 0.6-1 .7 mmol/liter);

a glycosylated hemoglobin level of 7.1% (normal range

5.0-7.3%); and a fructosamine of 232 mmol/liter (nor-

mal range 0-285 mmol/liter).

Treatment consisted of volume expansion, correction

of hyperglycemia, replacement of sodium and potassium,

and oxygen therapy. The volume deficit was addressed

with a rapid infusion of isotonic saline ( 1 .5 liters in the

first hour). We teated the hyperglycemia with an intra-

venous insulin drip. As the serum glucose approached

200 mg/dl. we added 5% dextrose to the infusion. We
began potassium replacement two to three hours after

we initiated therapy. Twelve hours after the initial thera-

py, the patient’s blood glucose level reached 181 mg/dl.

and the serum ketones were negative. During this initial

phase of treatment, insulin was given as a one-time,

12-unit bolus of regular insulin, followed by a continu-

ous, intravenous drip of 5 to 6 units per hour.

At 16 hours, the patient underwent a vacuum-assist-

ed, vaginal delivery. Apgar scores climbed from eight at

one minute to nine at five minutes. Maternal arterial pH

was 7.41 at delivery. Serum glucose was 160 mg/dl. It

is of note that the fetal late decelerations resolved

promptly with volume replacement, oxygen therapy, and

left lateral positioning.

In the immediate postpartum period, the patient

regained good glycemic control with relatively modest

doses of insulin (10 units of regular, 10 units of NPH
per day). Three months after discharge, the patient

was readmitted with a second episode of diabetic

ketoacidosis. On admission, she had a serum glucose

level of 534 mg/dl. This episode was felt to be due to

increasing insulin requirements and poor compliance.

After this hospitalization, the patient became pregnant

again. This pregnancy has been complicated by increas-

ing insulin requirements. The patient has been admitted

to the hospital on several occasions for hyperglycemia

and has also experienced severe symptomatic episodes

of hypoglycemia. There have been no episodes of

ketoacidosis in this most recent pregnancy.

Discussion

In rare instances, diabetes mellitus can present initially

as diabetic ketoacidosis during pregnancy. In the case we
are discussing, the patient had had a screening test for ges-

tational diabetes with normal results only 10 days prior

to her admission for ketoacidosis. Laboratory records

reflect proper administration of the glucose load and make
no mention of any emesis during the testing period. This,

however, does not rule out the possiblity of laboratory

error or poor patient compliance with the test protocol.

As we mentioned previously, our facility normally

screens for diabetes upon presentation for prenatal care.

This patient's abnormal screening at the early gestation-

al age of 15 weeks is interesting, but of uncertain signi-

ficance. The 100-gram 3-hour GTT, however, is the

diagnostic test for gestational diabetes, and the patient’s

test was normal.

A normal glycosylated hemoglobin level and fruc-

tosamine show that the patient had not had any signifi-

cant disturbances in glucose metabolism during the

months prior to presentation. This may represent a case

of pancreatic islet-cell failure of relatively acute onset.

Rapid depletion of insulin, coupled with the stress of

labor, precipitated diabetic ketoacidosis. A brief review

of the genesis of diabetic ketoacidosis, the effects of

pregnancy on the disease process, and the disease’s

effects on the fetus follows.

Diabetic ketoacidosis is a state of relative or absolute

lack of insulin, which leads to major changes in meta-

bolic pathways. 5 A lack of insulin seriously impairs the

body’s ability to use glucose as a peripheral energy

source. The organism must continue to produce glu-

cose in order to support brain function, but must also

provide an alternative energy source for peripheral use.

Protein catabolism provides a substrate for hepatic glu-

coneogenesis, which supports central nervous system

function, but, unfortunately, also contributes to the

overall state of hyperglycemia. 6 Hyperglycemia in turn
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helps to stimulate increasing lipolysis with the release

of free fatty acids. Oxidation of free fatty acids in the

liver produces ketonemia and, eventually, metabolic

acidosis.
7 Hyperglycemia also results in glucosuria and

osmotic diuresis. Free water and electrolytes are lost in

the urine, leading to dehydration and electrolyte imbal-

ances. Water shifts from the intracellular space to

replenish the intravascular volume, and, eventually,

with continued diuresis, all body compartments can

become dehydrated. Serum hyperosmolarity results in

the increased secretion of counter-regulatory hormones,

such as glucagon, catecholamines, growth hormone and

cortisol.
5 These hormones, in turn, contribute to the

overall state of hyperglycemia and increase the mal-

adaptive attempt to use large amounts of free fatty acids

as an energy source.
7

Pregnancy in particular can predispose a patient to

ketoacidosis in several ways. In the fasting state, the

increased use of glucose by both the fetal and maternal

units can lead relatively quickly to conversion to a cata-

bolic metabolism. 8 This condition of accelerated starva-

tion is further characterized by hypoinsulinemia, hypo-

glycemia and, more importantly, hyperketonemia and

protein catabolism.9 Pregnancy-associated nausea and

vomiting can contribute as well.

Relative respiratory alkalosis associated with

increased alveolar minute-ventilation causes a compen-

satory increase in renal bicarbonate excretion. As a con-

sequence, a deficit in buffering capacity develops, which

becomes especially important in the presence of an acid

load, as is the case in ketonemia. 10

The production of diabetogenic hormones, such as

human placental lactogen, prolactin and cortisol,

increases over the course of gestation, thereby predis-

posing the patient to ketoacidosis. 11

During pregnancy, miscellaneous conditions, such as

infection, beta-sympathomimetic therapy, and labor can

increase endogenous catecholamine release, thereby

contributing to the onset of diabetic ketoacidosis.
10

As we discussed earlier, metabolic, acid-base, and hor-

monal conditions normal to pregnancy can predispose the

diabetic patient to ketoacidosis. In addition, it has been

demonstrated that, during pregnancy, diabetic ketoacidosis

can occur at glucose levels as low as 200 mg/dl. 12

The precise effects of diabetic ketoacidosis on the

fetus are unknown, although abnormal heart-rate pat-

terns consistent with fetal acidosis have been reported.
13

In severe cases of ketoacidosis, especially those associ-

ated with maternal coma, fetal demise is common. 14

Most series report good outcomes for the fetus, if it is

alive upon presentation to the hospital and prompt,

appropriate, maternal interventions are initiated.
15 We

cannot overemphasize the importance of continuous

fetal heart-rate monitoring in this setting.

In cases of maternal diabetic ketoacidosis, a number
of factors most likely contribute to the development of

fetal acidosis. Maternal hypovolemia and cate-

cholamine excess may result in decreased, uterine

blood flow. 5
Fetal hyperinsulinemia, resulting from

hyperglycemic conditions, will increase fetal oxygen

demands. 16 Maternal phosphate deficiency may deplete

erythrocytes of 2,3-diphosphoglycerate, thereby impair-

ing oxygen delivery to the fetus.
5 Hyperglycemia has

been shown to decrease myocardial contractility in

animal models. 17 Finally, maternal metabolic acidosis

and electrolyte disturbances will be directly reflected

in the fetal compartment. For example, fetal cardiac

arrest has been reported in connection with severe,

maternal hypokalemia. 12

In our case, the patient presented with late decelerations

and oligohydramnios. These findings were probably man-

ifestations of uteroplacental insufficiency, secondary to

maternal dehydration and metabolic acidosis. Correction

of maternal fluid deficits and acidosis resulted in the nor-

malization of the fetal heart-rate pattern.

The genesis of rapid-onset, islet-cell failure and

resultant diabetes remains a controversial topic.

Research suggests, however, that the genesis may be

related to recent viral infection.
18 Considerable animal

data link diabetes with particular strains of common
viruses. 19 The data on humans, however, is less certain.

We do not know whether pancreatic viral infection

would result in transient or permanent pathology.
19

In

several studies, evidence of viral infection in the periph-

eral blood or pancreatic tissue was found no more com-

monly in insulin-dependent, diabetic patients than in

non-diabetic individuals.
2021 This finding, however,

may reflect either the elimination of the diabetogenic

viruses by the time of diagnosis or their behavior as non-

specific agents to which the host has an abnormal

immune response. 21 Indeed, viruses may induce changes

in cell proteins, which the immune system subsequently

identifies as foreign.
22 -23

There is some evidence that susceptibility to the dia-

betogenic effects of viruses may be genetic.
22 Certain

viral strains seem to be more tropic for beta cells than

others.
18 Furthermore, in rare instances, toxins, such as

lead, have been implicated in rapid-onset diabetes.
22

We could obtain no clear history of antecedent viral

infection or toxin exposure for the patient under discus-

sion. A subclinical or minimally symptomatic infection

could have been present. We should emphasize that the

association of acute islet-cell failure with recent viral

infection in humans remains purely theoretical. Further-

more, in the present case, titers for islet-cell antibodies

or for antibodies to suspected diabetogenic viruses were,

unfortunately, not obtained at the time of presentation.

Although not critical to the management of this patient,

this information may have added to our understanding of

this case.

The patient’s course, since the index pregnancy, has

been notable for waxing and waning pancreatic function

with corresponding wide swings in glycemic control.

Since the initial presentation, she has continued to

require insulin, as is clearly evidenced by a hospital

admission for diabetic ketoacidosis three to four weeks

postpartum and by admissions for poorly controlled dia-

betes early in a subsequent pregnancy.
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It is of note that the patient's diabetes was easily con-

trolled in the immediate postpartum period with low

doses of insulin. This “honeymoon period" of improved

glycemic status following delivery of the fetus and pla-

centa results from falling levels of diabetogenic hor-

mones, particularly human placental lactogen. In the

typical insulin-dependent diabetic individual, insulin

requirements will usually increase to prepregnancy lev-

els within four to six days after delivery.
24 We do not

know, however, what the pregnant, newly diagnosed,

diabetic patient's true insulin requirements will be after

delivery. We believe that failure to recognize increasing

insulin requirements in the weeks following delivery

may have contributed to this patient’s postpartum

episode of ketoacidosis.

In summary, diabetic ketoacidosis can be managed

successfully during pregnancy, if certain basic principles

are kept in mind. Volume deficits must be quickly cor-

rected in order to improve tissue perfusion and dilute

plasma glucose concentrations.
24 Hyperglycemia must

be treated with insulin replacement. Once plasma glu-

cose levels are clearly falling, carbohydrates should be

provided to the patient via intravenous infusion in order

to insure normal cellular metabolism. 24
Electrolyte dis-

turbances must be corrected. Serum potassium levels

may be normal or mildly elevated on presentation, but

intracellular levels may be low. Upon correction of the

acidosis and institution of insulin therapy, the intracellu-

lar influx of potassium will result in falling serum levels.

Finally, the search for and correction of precipitating

factors, such as infection, emesis, and beta-agonist use,

should be undertaken.

Sudden islet-cell failure can occur in pregnancy with

the acute onset of hyperglycemia and diabetic ketoaci-

dosis. Certain viruses may be direct or indirect precipi-

tants of this disorder, although we lack conclusive evi-

dence of this in humans.
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Parathyroid Cyst: An
Uncommon Cause of a Palpable

Neck Mass and Hypercalcemia
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Parathyroid cysts are rare lesions arising in the neck

and anterior mediastinum. Goris 1 reported the first case in

1905, and since then, fewer than 250 cases have been pub-

lished in the literature. Parathyroid cysts constitute only

0.6% of all thyroid and parathyroid lesions,
2
but should be

considered in the differential diagnosis of anterior neck

masses, particularly in the presence of hypercalcemia.

(Pinney SP, Daly PA. Parathyroid cyst: an uncommon
cause of a palpable neck mass and hypercalcemia. West

J

Med 1999; 170:118-120)
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setts.
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Report of a Case

A 66-year-old man was referred to endocrinology

for evaluation of a neck mass. For four years he had

been followed by his primary care physician for hyper-

calcemia attributed to primary hyperparathyroidism

with serum calcium concentrations as high as 3.1 mmol
per liter (12.5 mg per dl; normal, 2. 1-2.6 mmol per

liter). The patient denied fatigue, polyuria, or history of

peptic ulcers. During doppler ultrasonography of his

carotid arteries, a complex 1.5 X 1.5 cm cystic mass

was incidentally discovered in the left lower pole of the

thyroid. Subsequent technetium 99 scanning showed

homogeneously decreased tracer accumulation in the

left lobe without evidence of focal hot or cold areas. He
was then referred to us. On physical examination, he

appeared well and was normotensive. A 1-cm flat nodule

was palpable at the lateral aspect of the lower pole of his

thyroid. Laboratory studies yielded the following results:

calcium, 3.0 mmol per liter; phosphorous, 1.07 |xmol

per liter (3.3 mg per dl; normal, 0.81-1.65 p,mol per

liter); creatinine, 159 mmol per liter (1.8 mg per dl; nor-

mal, 44—115 mmol per liter); intact parathyroid hor-

mone (hPTH), 112 ng per liter (normal, 10-65); thy-

roid-stimulating hormone (TSH), 1.93 mlU/ml (normal,

0.23-4.00). A 24-hour urine calcium totaled 11.8 mmol
(471 mg; normal 0.0-7. 5 mmol). Fine needle aspiration

(FNA) of the cyst was performed under ultrasound

guidance, and 8 ml of amber, blood-streaked fluid was

removed. The fluid’s intact hPTH level was 163,000 ng

per liter. Cytological examination revealed hemo-
siderin-laden macrophages and a few, benign-appear-

ing, follicular cells that did not stain for thyroglobulin.

Two days after the FNA, the patient complained of

fatigue and polyuria. The serum calcium level had risen

to 3.3 mmol per liter, but fell to 3.0 mmol per liter over

72 hours with aggressive oral fluid intake and

furosemide. One month after the FNA, his mass was

surgically removed and found to be a parathyroid cyst

arising from a degenerating parathyroid adenoma. Both

his serum calcium and creatinine returned to normal,

and his fatigue resolved.

Discussion

Prior to the advent of fine needle aspiration, nearly all

parathyroid cysts were diagnosed surgically. Most
patients presented with either a mass or with symptoms
arising from compression caused by a mass. In 1953,

Crile
3
reported the first case diagnosed preoperatively

using FNA. Since then, the literature has focused on two
broad categories of parathyroid cysts: functioning and

nonfunctioning, the former being associated with clini-

cal hyperparathyroidism. The majority of patients, nearly

91%, have nonfunctioning cysts.
4
In this group, women

outnumber men 3 to 1, and the mean age of affected

individuals is 43.3 years. In contrast, men are more
likely to have functioning cysts, outnumbering women
1.33 to 1, and tend to be older with a mean age of 51.9

years. 2 The location of the cysts differs between the two

groups. Nonfunctioning cysts are typically found in the

inferior parathyroids and occur 60% of the time on the

left side.
5 Functioning cysts are much less predictable

and have been located anywhere from the angle of the

mandible to the mediastinum.

The etiology of parathyroid cysts is uncertain, but

four major theories suggest that they develop from

embryological remnants of the third or fourth branchial

pouch,6 coalescence of microcysts,
7 simple retention of

parathyroid secretions,
8
or cystic degeneration in pre-

existing adenomas.9 No one theory completely explains

their origin, and many factors probably contribute to

their etiology.

There are histological differences between function-

ing and nonfunctioning cysts. Nonfunctioning cysts are

simple cysts lined by a flattened-cuboid to low-colum-

nar epithelium. 2,5 Several types of parathyroid cells are

found in their walls—chief cells,
10 water-clear cells, and

oxyphil cells
5—but all three are not necessarily present.

The presence of smooth muscle in the wall of some
parathyroid cysts suggests that these may arise from

branchial pouch remnants. 11

Some functioning cysts lack an identifiable lining and

are more properly termed pseudo-cysts. 2 They may con-

tain foci of hemorrhage or necrosis and brown, turbid or

even bloody fluid with hemosiderin-laden macrophages. 12

It is believed that these may arise from degenerating ade-

nomas. Other functioning cysts are multilocular, complex

lesions with thin walls and are found in close association

with either an adenoma or hyperplastic gland.
2

The pathogenesis of hypercalcemia in patients with

functioning cysts has not been fully elucidated. Nests of

parathyroid cells within the cysts may secrete PTH
directly into the circulation; alternatively, PTH from the

cyst’s lumen may leak into the bloodstream. 11
In one

instance, FNA of a parathyroid cyst was temporally

related to the development of hypercalcemic crisis.
12

It

was postulated that needle tracks opened holes in the

cystic wall, which allowed fluid rich in PTH to leak into

the circulation. This was the likely cause of worsening

hypercalcemia in our patient following FNA.
The correct diagnosis of a parathyroid cyst requires

three steps: consideration of parathyroid cysts in the dif-

ferential diagnosis of a cystic mass in the neck, thyroid

or elsewhere in the mediastinum; fine needle aspiration;

and analysis of cyst fluid for PTH. Although rare,

parathyroid cysts are being detected more frequently due

to widespread application of FNA, and it is particularly

important to distinguish parathyroid from thyroid cysts.

The former typically produce a clear, colorless fluid,

whereas the latter contain fluid that is amber or brown.

The presence of amber, brown, or even hemorrhagic

fluid, however, does not exclude the diagnosis of

parathyroid cyst.

To further differentiate between the two, aspirated

fluid should be analyzed for PTH. Although intact hPTH
assays are gaining wider use, Bimbaum and Van Herle 13

suggest that the measurement of PTH using a mid-mol-

ecule assay may be the more appropriate test. They
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report a case of a woman with a parathyroid cyst whose

intact hPTH level was deceptively low, although her

mid-molecule hPTH was elevated. They observed that

parathyroid cysts occasionally produce fragments, rather

than intact PTH, and that exclusive reliance on intact

hPTH assay could lead to a missed diagnosis.

Once the diagnosis has been made, management

depends upon whether the cyst is functioning or non-

functioning. The definitive treatment for both remains

surgical removal. This can be avoided, however, in non-

functioning cysts by performing FNA. Complete disap-

pearance of nonfunctioning cysts after FNA is well doc-

umented in the literature .

14
In one instance of a recurring

nonfunctioning cyst, successful sclerosis was performed

with injection of tetracycline, and surgery was avoided .

15

Observation without intervention may be appropriate in

small, nonsymptomatic cysts. With functioning cysts,

the consensus is that surgical removal is warranted .

21115

Although our review of the literature failed to find any

reports of multiple functioning cysts, we recommend
surgical exploration of all four parathyroid glands. Care

should be taken to remove each encountered cyst or

adenoma, leaving as many of the remaining parathyroids

intact as is possible.

In conclusion, parathyroid cysts are rare, but the

diagnosis should be entertained in a patient with a cystic

neck mass, especially one occurring in the lower poles

of the thyroid or discovered in a patient with hypercal-

cemia. Diagnosis is best made by sending cyst fluid for

PTH analysis using the mid-molecule hPTH assay, if

available, or, if not, by measuring intact hPTH. Aspira-

tion of functional cysts may worsen preexisting hyper-

calcemia, as in the patient we report, and may even lead

to hypercalcemic crisis. Serum calcium levels should be

monitored after aspiration of suspected, functioning

parathyroid cysts. Nonfunctioning cysts may be cured

by FNA with or without the use of a sclerosing agent,

but functioning parathyroid cysts should be surgically

removed.
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Phillip

GARY S. REITER, MD, FACP, Holyoke
,
Massachusetts

P hillip Kennedy woke up later than usual on Monday,

January 27, 1997. He had a headache and fever, and

he planned to stay home from work. I awoke at 5:45 am,

tired after a weekend on call. As I dressed in the dark

winter dawn, I looked forward to coming home early.

But, Phillip Kennedy was to die that day, and I was des-

tined to share in his death.

Phillip was 54 years old with diet-controlled diabetes

and alcoholism in recovery. I had cared for him in my
internal medicine practice for seven years. Phillip usual-

ly saw me three times a year for routine visits and his

annual physical. He was a gregarious, affable man with

red hair and a ruddy complexion. Our interactions were

friendly, natural, affectionate, and at times, playful.

Phillip came to see me for his annual physical on

Wednesday, January 22. He felt good and had no specif-

ic complaints. Phillip told me that, over Christmas, he

had married June, the woman he had been living with for

the past 12 years. June was 20 years his junior. Phillip

said that there were parties surrounding the wedding and

that he had started to drink again. He said that he was

just celebrating with friends, not drinking excessively.

Everything was under control.

Phillip’s exam was normal except that his liver was
firm and moderately enlarged. I told Phillip to stop

drinking and ordered a complete blood cell count and a

chemistry panel including liver studies. I called Phillip

the next day to remind him to abstain from alcohol and

to tell him that his lab tests were normal.

I was on call the following weekend—the nights

were particularly brutal, with multiple phone calls and

time spent in the intensive care unit until the early morn-

ing hours. I rearranged my schedule on Monday the 27th

so that I could be done by 3:45 that afternoon and possi-

bly stop by the gym or take a late afternoon nap; proba-

bly the latter.

June called Monday morning to ask for an urgent

appointment. She said that Phillip had been sick all

weekend and needed to be seen. Phillip was double-

booked into the 1 :00 pm slot. After returning from lunch,

I brought Phillip and June back into the exam room. I

hadn’t met June before. Phillip and I joked briefly about

his new, young bride as he introduced us. After he got

undressed, Phillip said that he felt “generally lousy”

with a headache, a fever, and no other specific symp-

toms. Although Phillip and June both initially reported

that he hadn't had any alcohol for the past two days,

June later acknowledged that Phillip had been drinking

much more heavily than he had previously owned up to.

On exam, Phillip had a temperature of 103° F, the

same hepatomegaly noted five days previously, and a

faint, yellow tint to his ruddy complexion. No other part

of the exam was remarkable. He had no tremor or con-

fusion and was definitely not experiencing alcohol with-

drawal. I sent Phillip downstairs to the hospital for a

chest x-ray and some blood work, feeling that he proba-

bly had a viral syndrome, an occult pneumonia, or pos-

sibly alcoholic hepatitis. His recent normal lab test

results and relatively normal exam reassured me that his

condition was probably a benign process.

Thirty minutes later, the lab called me with several

panic values. Phillip’s platelet count was 30 thousand/cc,

white blood cell count was 19 thousand/cc, bilirubin was

13 mg/dl, and his serum glutamic-oxalocetic transemi-

nase was 560 U/liter. While I rechecked Phillip’s lab

data from the previous week, I asked the lab tech to

make sure that the results she had given me were for

Phillip. She confirmed that the results were Phillip’s

from today even though the same lab tests had been nor-

mal five days earlier! I asked the lab tech to send him

back to my office immediately.

When Phillip and June returned, he was acting con-

fused. He had lost control of his bowels while waiting in

the lab. I told them that he needed to be admitted to the

hospital. Phillip insisted on cleaning himself up in the

office rest room before going to the hospital admissions

office. He seemed to take an awfully long time in the

bathroom. Occasionally, I would peek in and tell him to

hurry. After several minutes, I checked on him once

more and told June that I was going to see a couple of

other patients. I asked her to get me when Phillip was

done so that we could get him down to admissions.

While I was with the next patient, June knocked on

the door. Crying, she said she needed my help. The
strong odor of feces was present as I approached the par-

tially open rest room door. Phillip was now completely

(Reiter GS. Phillip. West
)
Med 1999; 170:121-123)

From the University of Massachusetts, Holyoke, Massachusetts.

Reprint requests to Gary Reiter, MD, University of Massachusetts. 15 Hospital Drive, Suite 403, Holyoke, MA 01040 (e-mail: lazzreit@javanet.com).
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naked; mottled and markedly jaundiced; unconscious

and smeared with feces; still on the toilet but slumped

against the wall. The stench was overwhelming.

Phillip had no pulse as I slid him off the toilet. I

began CPR by myself while my office staff called a

“Code Blue.” Phillip recovered spontaneous respiration

and pulse as the code team arrived. Before accompany-

ing Phillip down to the emergency room (ER), I tried to

reassure June that he would be all right. Phillip looked

somewhat better in the ER. He was talking and said he

felt okay. Yet he appeared to be in septic shock with

hypotension, warm mottled skin, and anuria. I re-exam-

ined Phillip; ordered pressors, fluids, and antibiotics;

arranged for an intensive care unit ICU bed; and

returned to my office.

By that time, it was 4:00 pm and the rest of the after-

noon's patients were still waiting for me. Neither I nor

my office staff had thought of rescheduling them. My
next patient, Mrs Trumble, a lovely, 84-year-old woman
with multiple medical problems, was one of my
favorites. As I entered the exam room, she asked, “Are

you all right, doctor?”

Christ! How could I answer such a question? How
long could I keep up the conceit that everything goes

along according to plan, and I’m captain of the ship? I

told Mrs Trumble that I had been caring for someone

who unpredictably had become quite ill, and that I was

disturbed, distracted, and saddened by it. I excused

myself to check the roster of patients for the rest of the

day. I asked my office staff to reschedule all but the most

urgent patients and then returned to finish my visit with

Mrs Trumble.

I finished in the office around six that evening and

went to the ICU. Although Phillip’s blood pressure had

stabilized and he was no longer mottled, Phillip was still

anuric and only minimally responsive. Before going

home for dinner, I reviewed Phillip’s care with the nurs-

es and spoke to June. I checked out with my colleague

who was covering, but told the answering service to call

me for matters related to Phillip Kennedy.

By the time I got home, our two older boys had had

dinner, and our infant had gone to sleep. I shared a glass

of wine with my wife, telling her about Phillip. About

halfway through dinner, the answering service called

with the ICU on the line. The nurse. Candy, said that

they couldn't keep Phillip’s pressure up despite maxi-

mum doses of dopamine. She also said that Phillip was

starting to have runs of ventricular tachycardia as well as

some profound bradycardia. I told Candy that I'd be

right in and asked her to get June on the phone for me.

I told June that things didn't look good for Phillip.

June gasped and started to cry. I told her that I was com-
ing into the hospital and would be there in a few min-

utes. Just then I could hear, “Code Blue ICU” coming

over the hospital loud speaker. June screamed, “Oh, shit!

It’s Phillip,” and dropped the phone.

When I arrived at the ICU, the code team was still

working on Phillip, but he was already dead. The head

of the team looked at me, and I told him to stop. I walked

back to a room behind the nurses station where June was
sitting with a couple of nurses. I sat down next to June

and took her hand. She sobbed, “I can go along with

some tests, but I can't lose him. I can go along with a

few days in the hospital, but I can't lose him.” I sat qui-

etly with June as she spoke. Finally, I said, “It’s bad, it’s

very, very bad, June. And it’s not fair—sometimes terri-

ble things happen.” June looked up at me, her eyes open

and wild, “He’s not dead, is he?” I looked at June, still

holding her hand, “Yes, June, Phillip’s dead.”

“Ahhhhhhhhh no!” June wailed as she fell to the

floor, rolling around, shrieking uncontrollably. After a

few minutes, I tried to touch June, but she pulled away.

“No! Don't touch me!” She sat on a chair and rocked

back and forth. “I want to see Phillip.” June’s parent’s

arrived as I led her to Phillip’s room.

June’s parents and I sat down in the room as June

climbed into bed with Phillip. She lay with him for a

long time; at first quietly, then caressing him, kissing his

hands and face, and then laying her head on his chest. I

left the room and waited for June at the nurses’ station.

When June came out, we hugged each other and

wept. I told her that I would be available for her when
she needed me. June agreed to my request for an autopsy.

We both needed to know just what had set off this hor-

rific storm of events. I left the ICU, overwhelmed with

emotion, and stopped in the hospital chapel on the way
to my car. Kneeling at the prie-dieu, I rested my head on

my folded arms and cried for a long time. “God, why do

you do these things?”

Phillip's autopsy showed that he had died of an hepat-

ic abscess, possibly secondary to diverticular disease. The

mortality for hepatic abscess, if antibiotics are started

after the onset of sepsis, is reported as greater than 30%.

Death is no stranger to me. I have spent much of my
career treating people with HIV, and I serve as a med-

ical director for our local hospice. The thousands of

deaths I've been involved with have given me the false

sense that I somehow understand death; that death has a

pace and a rhythm; that I don't always know when
death will happen, but that I know it is happening when
it is happening. I am familiar with the physical, emo-
tional. psychological, and spiritual phases people go

through as they die. Many of us in the hospice world

refer to death as a birth-like event. We often refer to

ourselves as “midwives to death.” In this model, death

is an unfolding. It’s a process we can watch, anticipate,

ride . . . surf.

Phillip’s death was not an unfolding. It was not a

birth. It was a miscarriage. There was no guidance in

this event. June and I took a horribly unpredictable ride

into hell. In the days that followed Phillip’s death I

began to ask myself, “Why did this have to happen in

my office? Why did I have to be involved?” After all, if

Phillip had stayed home two more hours before coming

in, if his appointment had been at 3:00 pm instead of 1 :00

pm, he would have died at home. It would have still been

horrible for June, but I would have been spared. Why
did I have to be part of Phillip Kennedy’s death?
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My deep spiritual belief is that things don’t happen

by accident. 1 had to partake in Phillip’s death. I had to

be present for June, during and after this horrific

event, which has inextricably bound us together. Bad

things happen in our lives that we cannot control.

Phillip’s death could not be prevented. My role was

not to prevent Phillip’s death, but to soften its blow for

June and her family. June needed me to share Phillip’s

death as a witness, a mirror in which to search for

meaning. My professional experience with death as

well as some tragic deaths in my own life prepared me
to participate in Phillip's death as a physician, a friend,

and a fellow mortal. I thank God for the strength

gained over the course of my life to help people in

need. And, I pray that I won’t be called upon again for

a good, long time.



124

In Memoriam

Dr Robert N. Treadwell

Robert N. Treadwell, MD, of Fortuna, California,

died on November 25, 1998, at the age of 86. A gradu-

ate of Stanford Medical School, Dr Treadwell served

in the US Army as a member of the Stanford Unit/59th

Evacuation Hospital Service in the European-African

Mideastem Theater. Later, Dr Treadwell was in general

practice in the Scotia-Rio Dell area until his retirement

in 1987. He served as Chief of Staff at Redwood
Memorial Hospital for one term, and he was a member
of the Humboldt-Del Norte County Medical Society.
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* * n=v

I dream that Death is a turtle

If you had flown in like a bat

and banged around,

all search and disappointment,

I might have fled the room,

afraid of your confusion.

But you moved in slowly,

unconcerned and steady,

so heavy with your age

that I walked out to meet you

impatient and unafraid.

Roxanne Lanier

Greenbrae, California
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PHYSICIAN Outpatient Clinic. The County of

San Mateo has an immediate opening for a

Board certified/eligible physician for our new

South San Francisco clinic opening in April 1999.

Two years experience providing primary care ser-

vices to a predominantly adult population.

Spanish speaking preferred. Full-time position

with excellent benefits and competitive salary.

Fax CV to (650) 573-2458, or mail to 455

County Center, Redwood City, CA 94063. EOE.

COUNTY OF SAN MATEO

ASSISTANT or ASSOCIATE PROFESSOR, DIVI-

SION OF NEPHROLOGY. The University of

California, Davis, School of Medicine, Department

of Internal Medicine is recruiting a full-time

Assistant or Associate Professor. The position

requires demonstrated leadership abilities in the

subspecialty, strong clinical skills, excellence in

teaching. Candidates must be Board certified in

Internal Medicine and Board eligible or Board cer-

tified in the subspecialty of Nephrology. Please

forward Curriculum to: George Kaysen, M.D.,

Ph.D., c/o Julie Mustard, Department of Internal

Medicine, University of California, Davis, 4150 V
Street, 3100 PSSB, Sacramento, CA 95817. This

position is open until filled but no later than

February 28, 1999. The University of California is

an affirmative action/equal opportunity employer.

Walifornia Department of Corrections

Health Care Services Division

HEALTH CARE MANAGER
CHIEF MEDICAL OFFICER

The California Department of Corrections has practice opportunities

for BC/BE CA Licensed Physicians at various correctional facilities.

You will be responsible for the management and quality assurance

of the Medical Program; Pharmacy; Medical Records; Mental

Health and Dentistry. Must be licensed to practice in California.

Current opportunities exist at:

• California State Prison, Sacramento

• California Stote Prison, Corcoran

• High Desert State Prison, Susanville
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• Wasco State Prison Reception Center, Wasco
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P.O.Box 942883, Sacramento, CA 94283-0001. Phone: (916)

327-7081 or toll free (888) 232-4584, Fax: (916) 327-1436.

Online: www.spb.co.gov. EOE
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PUBLIC SAFETY PUBLIC SERVICE

Defining the,future
ofhealthcare
L/ ake a closer look at the future of

' ^
healthcare, a future taking shape at

The Cleveland Clinic Foundation. We
have built the region’s largest and most

prestigious healthcare organization

through a commitment to international

leadership and lop quality patient care,

education and research.

The recent partnership between The Cleveland Clinic and the Wooster Clinic has created

excellent opportunities for Board Certified/Eligible:

Internists • Cardiologists

Pulmonologists • Gastroenterologists

Enjoy the advantages of practicing personalized, community-based medicine combined

with access to state-of-the-art facilities ot The Cleveland Clinic's main campus. The

Wooster, Ohio location offers a wonderful, fomily-oriented community, in o progressive

college town. Become part of an expanding, multispecialty medicol group.

Qualified professionals will receive a competitive salary, excellent benefits ond paid

meeting and vacation time. Send curriculum vitae to: Attn: John Ferkan, Manager,
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American College of Emergency Physicians at Harrah's Las Vegas, NV.
Mon-Thurs. 40 hrs. $895. Contact: Center for Emergency Medical

Education (800) 651-CEME (2363).

ENDOCRINOLOGY
October 22-24, 1999—Clinical Endocrinology for Primary Care

Physicians. Tropicana, Las Vegas, NV. CME 1 1 hrs Category I. Contact:

Linda Main, Meetings Coordinator, MER, 1500 West Canal Court, Suite

500. Littleton, CO 80120-4569; (800) 421-3756, Fax (303)798-5731.

ETHICS

September 22-25, 1999—Legal Issues in Damaged Brain Injury Cases.

UC Davis at Westin St. Francis Hotel, San Francisco, CA. Contact: UCD
(916) 734-5390.

FAMILY PRACTICE/PRIMARY CARE

March 12-14, 1999—Dermatology for the Non-Dermatologist. Medical

Education Resources at Riviera Hotel and Casino, Las Vegas, NV. 1 1 hrs.

Contact: Linda Main. Meetings Coordinator, MER, 1500 West Canal Ct.,

Ste. 500, Littleton, CO 80120-4569; (800) 421-3756.

March 21-23, 1999—Arrhythmias: Interpretation, Diagnosis &
Management. Medical Education Resources at Westin Maui Resort,

Maui, HI. 1 1 hrs. Contact: Linda Main, Meetings Coordinator, MER,
1500 West Canal Ct., Ste. 500, Littleton, CO 80120-4569; (800) 421-

3756.

March 27, 1999—Primary Care Gastroenterology. UC Davis at Cancer

Center Auditorium, Sacramento, CA. Saturday. Contact: UCD (916) 734-

5390.

April 23-25, 1999—Dermatology for the Non-Dermatologist. Medical

Education Resources at Parc Fifty Five, San Francisco. CA. 1 1 hrs.

Contact: Linda Main, Meetings Coordinator, MER. 1500 West Canal Ct.,

Ste. 500, Littleton, CO 80120-4569; (800) 421-3756.

April 23-25, 1999—Managing Respiratory Diseases. Medical Education

Resources at Bally’s Las Vegas, NV. 1 1 hrs. Contact: Linda Main,

Meetings Coordinator, MER, 1500 West Canal Ct., Ste. 500, Littleton, CO
80120-4569; (800) 421-3756.
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April 28. 1999

—

Mangement of Benign Uterine Conditions. UC Davis at

Cancer Center Auditorium, Sacramento, CA. 4 hrs. $50. Contact: UCD
(916) 734-5390.

May 14-16, 1999

—

Neurology for the Non-Neurologist. Medical Education

Resources at Bally’s Las Vegas, NV. 1 1 hrs. Contact: Linda Main,

Meetings Coordinator, MER, 1500 West Canal Ct., Ste. 500, Littleton, CO
80120-4569; (800) 421-3756.

May 14-18, 1999

—

Primary Care Essentials, San Francisco, CA.
Sponsored by Continuing Medical Education Associates. Grand Hyatt on

Union Square, San Francisco, CA. Method: AV, L, SB. W. 32 hrs credit:

AMA, AOA, AAFP. $750. Contact: Victoria Gonzales, P.O. Box 27049,

San Diego. CA 92198. (800) 993-2632 or (619) 674-5200.

May 23-26, 1999

—

Office Orthopedics and Bone Radiology for the

Primary Care Physician. CMEA at Caesar’s Palace, Las Vegas, NV.
Sun-Wed, 20 hrs, $575. Contact: Victoria Gonzalez, P.O. Box 270469,

San Diego, CA 92198; (800) 993-2632 or (619) 674-5200.

May 23-26, 1999

—

Practical Dermatology for the Primary Care
Physician. CMEA at Caesar’s Palace, Las Vegas, NV 20 hrs. $575.

Contact: Victoria Gonzalez, P.O. Box 270469, San Diego, CA 92198;

(800) 993-2632 or (619) 674-5200.

June 5-7, 1999

—

8th Annual Primary Care Treatment of Pain. UC Davis

at Tenaya Lodge at Yosemite Fish Camp, CA. Contact: UCD (916) 734-

5390

June 13-18, 1999

—

23rd Annual Fingers to the Toes Primary Care
Orthopaedics. UC Davis at Stanford Sierra Camp, near South Lake

Tahoe. Contact: UCD (916) 734-5390

June 25-27, 1999

—

Dermatology for the Non-Dermatologist. Medical

Education Resources at the Hyatt Regency Alicante, Anaheim, CA. 1

1

I

hrs. Contact: Linda Main, Meetings Coordinator, MER, 1500 West Canal

Ct., Ste. 500, Littleton, CO 80120-4569; (800) 421-3756.

July 5-8, 1999

—

Family Practice Board Review Course. UCSF at Fairmont

Hotel, San Francisco, CA. 25 hrs. $525-$575. Contact: Program
Coordinator, Dept. Family and Community Medicine, 500 Parnassus Ave,

MU-3E, SF, CA 94143-0900 or phone (415) 476-5250.

July 25-29, 1999

—

19th Annual Current Concepts in Primary Care
Cardiology. UC Davis at Granlibakken Conference Center, Tahoe City,

CA. Contact: UCD (916) 734-5390.

July 30-Aug 1, 1999

—

Coronary Heart Disease Update. Medical
Education Resources at Tenaya Lodge, Yosemite, CA. 1 1 hrs. Contact:

Linda Main, Meetings Coordinator, MER, 1500 West Canal Ct., Ste. 500,

Littleton, CO 80120-4569; (800) 421-3756.

August 6-8, 1999

—

Managing Respiratory Diseases. Medical Education

Resources at the Hyatt Regency Monterey, CA. 1 1 hrs. Contact: Linda

Main, Meetings Coordinator, MER, 1500 West Canal Ct., Ste. 500,

Littleton, CO 80120-4569; (800) 421-3756.

INFECTIOUS DISEASE

March 25, April 1, 8, 15, 1999

—

Epidemiology and Prevention of Vaccine-
Preventable Diseases. California Distance Learning Health Network.
Contact: CDLHN (619) 594-3348.

INTERNAL MEDICINE

March 19-25, 1999

—

Internal Medicine, San Diego CA. Sponsored by
Continuing Medical Education Associates. Hotel del Coronado, San
Diego, CA. Method: AV, L, SB, W. 45 hrs credit: AMA, AOA, AAFP.

KEY TO ABBREVIATIONS
DREW: Charles R. Drew Postgraduate Medical School. Office of Continuing

Medical Education, (213) 563-4800.

LLU: Loma Linda University, Continuing Medical Education Programs,
(909) 824-4963.

STAN: Stanford University, Postgraduate Education, (415) 723-5594.

UCD: University of California, Davis, Office of Continuing Medical
Education. (916) 734-5390.

UCI: University of California, Irvine, Memorial/UCI Center for Health
Education. (714) 824-5926.

UCLA: University of California, Los Angeles, Continuing Education in

Medicine and Health Sciences, (310) 794-2620.

UCSD: University of California, San Diego, Office of Continuing Medical
Education, (619) 534-3940.

UCSF: University of California, San Francisco, Extended Programs in Medical
Education, (415) 476-4251.

USC: University of Southern California, Postgraduate Division,

(800) USC-1119.

$895. Contact: Victoria Gonzales, P.O. Box 27049. San Diego, CA 92198.

(800) 993-2632 or (619) 674-5200.

August 22-27, 1999

—

New Advances in Internal Medicine. UC Davis at

Embassy Suites, Monterey, CA. Contact UCD (916) 734-5390.

NEUROLOGY
May 14—16, 1999

—

Neurology for the Non-Neurologist. Bally's, Las Vegas,

NV. CME 1 1 hrs Category I. Contact: Linda Main, Meetings Coordinator.

MER, 1500 West Canal Court, Suite 500, Littleton, CO 80120-4569;

(800);42 1-3756; Fax (303)798-5731.

OB/GYN
April 28, 1999

—

Mangement of Benign Uterine Conditions. UC Davis at

Cancer Center Auditorium, Sacramento, CA. 4 hrs. $50. Contact: UCD
(916) 734-5390.

September 25-26, 1999

—

Ultrasound Update: 1999. Hilton Hotel,

Sacramento, CA. (916) 734-5390.

December 10-12, 1999

—

Issues in Women’s Health. Tropicana, Las Vegas,

NV. CME 1 1 hrs Category I. Contact: Linda Main, Meetings Coordinator,

MER, 1500 West Canal Court, Suite 500, Littleton, CO 80120-4569;

(800) 421-3756; Fax (303)798-5731.

OCCUPATIONAL & ENVIRONMENTAL
May 14-15, 1999

—

Occupational and Environmental Medicine: 1999. UC
Davis at Cancer Center Auditorium, Sacramento, CA. Contact: UCD at

(916)734-5390.

August 5-6, 1999

—

Occupational & Environmental Toxicology for the Health

& Safety Professional. UC Berkeley. Holiday Inn Bay Bridge. Emeryville,

CA. Contact: Center for Occupational & Environmental Health, UC Berkeley,

Richmond Field Station, 1301 S. 46th St., Bldg. 102, Richmond CA
94804; (510) 231-5645; http://socrates.berkeley.edu/~coehce/.

OPHTHALMOLOGY
May 21, 1999

—

UC Davis Annual Ophthalmology Symposium. UC Davis

at the Hilton Hotel, Sacramento. CA. Contact: UCD (916) 734-5390.

ORTHOPEDICS
April 10, 1999

—

Primary Care Orthopedics, Lower Extremities. UC
Davis at Holiday Inn Northeast, Sacramento, CA. Contact: UCD (916)
734-5390.

June 13-18, 1999

—

23rd Annual Fingers to the Toes Primary Care
Orthopaedics. Stanford Sierra Camp, near South Lake Tahoe, Fallen Leaf
Lake, CA. Contact (916) 734-5390.

PEDIATRICS

March 12, 1999

—

Early Adolescents: How to Save Their Lives. California

Dept, of Health Services at Interactive Satellite Presentations. Contact

CDLHN (619) 594-3348.

March 19-20, 1999

—

Pediatrics Update: 1999. UC Davis at Cancer Center

Auditorium, Sacramento, CA. Contact: UCD (916) 734-5390.

May 6-8, 1999

—

Advances and Controversies in Clinical Pediatrics.

UCSF at Ritz-Carlton Hotel on Nob Hill, San Francisco, CA. Contact:

UCSF (415) 476-5808 or Fax (415) 502-1795.

May 17-19, 1999

—

18th Annual Conference on Child Abuse and Neglect.

UC Davis at the Radisson Hotel, Sacramento, CA. 21 hrs. $195. Contact:

UCD at (916) 734-5390.

June 4-7, 1999

—

Pediatric Environmental Health: Putting It Into

Practice. Children’s Environmental Health Network. Westin St. Francis,

San Francisco, CA. $250-350. Contact Children’s Environmental Health

Network, (510) 597-1393 x 14 or cehn@cehn.org.

July 16-17,1999

—

Seventh Annual Pediatric Update. Sponsored by Lucile

Packard Children’s Health Services at Stanford and faculty from UCSF
and Stanford Schools of Medicine. Lucile Packard Children's Hospital.

Contact: Elinor Meyer, Continuing Medical Education and Physician

Relations Department, Lucile Packard Children’s Hospital, 725 Welch
Road, Palo Alto.CA 94304 (650) 497-8554.
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PLASTIC SURGERY

March 18-20, 1999

—

11th Annual Symposium on Aesthetic Surgery.

UCSF at Palace Hotel, San Francisco, CA. 19.5 hrs. $950. Contact UCSF
(415)476-5808.

PRIMARY CARE

March 27, 1999—Primary Care Gastroenterology. UCDMC, Cancer
Center Auditorium, Sacramento, CA. (916) 734-5390.

April 10, 1999—Primary Care Orthopedics, Lower Extremities. Holiday

Inn Northeast. Sacramento, CA. (916) 734-5390.

April 17, 1999—Primary Care Cardiology. UCDMC, Cancer Center

Auditorium, Sacramento, CA. (916) 734-5390.

June 5-7, 1999—8th Annual Primary Care Treatment of Pain. Tenaya
Lodge at Yosemite, Fish Camp, CA. (916) 734-5390.

July 25-29, 1999—19th Annual Current Concepts in Primary Care
Cardiology. Granlibakken Conference Center, Tahoe City, CA. (916)

734-5390.

October 22-24, 1999. Clinical Endocrinology for Primary Care
Physicians. Tropicana, Las Vegas, NV. CME 1 1 hrs Category I. Contact:

Linda Main, Meetings Coordinator, MER, 1500 West Canal Court, Suite

500, Littleton, CO 80120-4569; (800) 421-3756; Fax (303) 798-5731.

PSYCHIATRY

April 10, 1999

—

Psychiatry Update. UC Davis at Cancer Center
Auditorium, Sacramento, CA. Contact: UCD (916) 734-5390.

RADIOLOGY
September 25-26, 1999—Ultrasound Update: 1999. UC Davis at Hilton

Hotel, Sacramento, CA. Contact: UCD (916) 734-5390.

RESPIRATORY

March 19-20, 1999—Cystic Fibrosis Caregivers Symposium. UC Davis at

Marriott Hotel, Napa, CA. Contact: UCD (916) 734-5390.

Managing Respiratory Disease-April 23-25, 1999-Las Vegas, NV; June
1 1-13, 1999-San Francisco, CA; August 6-8, 1999-Monterey, CA. CME
1 1 hrs Category I. Contact: Linda Main, Meetings Coordinator, MER,
1500 West Canal Court, Suite 500. Littleton, CO 80120-4569 (800)421-

3756 Fax (303)798-5731.

SURGERY

April 24, 1999—3rd Annual Organ Transplant Conference. UCD at

Cancer Center Auditorium, Sacramento, CA. Contact UCD (916) 734-

5390.

May 27-29, 1999

—

2nd Annual Current Issues in Anatomic Pathology
-1999. UCSF at Mark Hopkins Intercontinental Hotel, SF. 19.5 hrs. $595.

Contact: UCSF (415) 476-5808.

GENERAL/MULTIDISCIPLINARY

April 23-25, 1999—Physician Leadership Program. California Academy
of Family Physicians at Claremont Hotel, Berkeley, CA. 20 hrs.

$ 1 245—$ 1 395 . Contact: Laura Johnson Morasch (415) 394-9121. Web:
www.famiIydocs.org/Orgs7hcli.html E-mail: HCLI@familydocs.org.

April 28-May 8, 1999

—

Blue Water Medical Seminar. Tri City Medical
Center at Baja California aboard Royal Star Sportfisher. 20 hrs. $3300.

Contact: Ronald Mcdak (760) 727-7863.

May 16-19, 1999—Alternative Medicine, Scottsdale, AZ. Sponsored by
Continuing Medical Education Associates. Marriott Camelback Inn,

Scottsdale, AZ. Method: AV, L, SB. W. 20 hrs credit: AMA, AOA, AAFP.
$575. Contact: Victoria Gonzales, PO. Box 27049, San Diego. CA 92198.

(800) 993-2632 or (619) 674-5200.

May 25 & 26, 1999

—

BLS Instructor Course. American Heart Association

at San Leandro, CA. 11 hrs. $120. Contact: CPR Seminar (925) 754-

7900.

June 22-29, 1999—Wellness in Practice: Mindfulness-Based Stress

Reduction in Mind/Body Medicine. Enloe Medical Center at Mana L’ea

Retreat Center, Maui. Contact: Maui Stress Reduction Retreats, Steve

(530) 898-1495.

August 24-25, 1999

—

BLS Instructor Course. American Heart Association

at San Leandro. 1 1 hrs. Contact: CPR Seminars (925) 754-7900.

October 15-17, 1999—Physician Leadership Program. California Academy
of Family Physicians at Laurel Heights Conference Center, SF. 20 hrs.

$ 1 245—$1 395. Contact: Laura Johnson Morasch (415) 394-9121. Web:
www.famiIydocs.org/ Orgs7hcli.html (e-mail: HCLI@familydocs.org).

GENERAL
Converse in Spanish—April 9-12, 1999: Glendale Adventist Med Ctr, Los

Angeles; May 7-10, 1999: San Francisco; July 9-12, 1999: Scripps

Memorial, San Diego; August 13-16, 1999: Sacramento. 36 hrs. $695.
Contact: Rios Associates (619) 218-4875.

LOSS PREVENTION

September 22-25, 1999

—

Legal Issues in Damaged Brain Injury Cases.
Westin St. Francis Hotel. San Francisco, CA. Contact (916) 734-5390.

HOME STUDY/SELF ASSESSMENT
California Physicians’ Legal Handbook Series. California Medical

Association. Contact: CMA, P.O Box 7690, San Francisco 94120-7690.

(800) 882-1262.

Breast Cancer, Early Detection and Control. Texas Medical Association.

CD ROM. $70. 2 hrs. Contact: Texas Medical Association, (800) 880-

1 300; http://www.texmed.org/health_science/hs_poep.html

COLORADO
To list CME programs here, please send information at

least two months in advance to: Mr Robert L. Kennedy,

Denver Medical Society, 1850 Williams Street, Denver, CO
80218; or telephone (303) 377-1850. Brochures, course

information, and registration forms are available from the

contact person or organization.

Tuesday Noon Conferences—Various Topics in Medicine. Lutheran
Medical Center. Wheat Ridge. Contact: Jean A. Kline, (303) 425-2951.

First Wednesday of Each Month—Various Topics in Neurology. Colorado
Society of Clinical Neurologists. Contact: Colorado Society of

Neurologists, (303) 449-3566.

Second Wednesday of Each Month—Cardiovascular Education Series. St

Anthony Hospital at St Anthony Hospital, Denver. Contact: Rose Powell,

(303) 629-3678.

March 25-27, 1999—Neurology For The Non-Neurologist. Grand Beach
Resort, St. Thomas, USVI. Fee $375. Contact Linda Main, Meetings
Coordinator, MER, 1500 West Canal Court, Suite 500, Littleton, CO
80120-4569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

March 25-27, 1999

—

Clinical Endocrinology For Primary Care
Physicans. Marriott’s Beach Resort, St. Grand Cayman. Fee $375.

Contact Linda Main, Meetings Coordinator, MER, 1500 West Canal

Court, Suite 500, Littleton, CO 80120-4569. (800) 421-3756, (303) 798-

9682 or Fax (303) 798-5731.

March 26-28, 1999

—

Managing Respiratory Diseases. Buena Vista Palace,

Orlando.FL. Fee $375. Contact Linda Main, Meetings Coordinator, MER,
1500 West Canal Court, Suite 500, Littleton, CO 80120-4569. (800) 421 -

3756, (303) 798-9682 or Fax (303) 798-5731.

April 8-10, 1999—Coronary Heart Disease Update. Hyatt Regency,

Aruba. Fee $375. Contact Linda Main, Meetings Coordinator, MER. 1500
West Canal Court, Suite 500, Littleton, CO 80120-4569. (800) 421-3756,

(303) 798-9682 or Fax (303) 798-5731.

April 8-10, 1999

—

Clinical Endocrinology For Primary Care Physicans.

The Westin Resort, St John, USVI. Fee $375. Contact Linda Main,

Meetings Coordinator, MER, 1500 West Canal Court, Suite 500, Littleton,

CO 80120-4569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731

.

April 9-11, 1999—Arrhythmias: Interpretation, Diagnosis & Management.
Hilton Tapatio Cliffs, Scottsdale, AZ. Fee $375. Contact Linda Main,

Meetings Coordinator, MER, 1500 West Canal Court, Suite 500. Littleton,

CO 80120-4569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.
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April 9-11, 1999

—

Neurology For The Non-Neurologist. Marriott’s Casa
Marina, Key West, FL. Fee $375. Contact Linda Main, Meetings
Coordinator. MER, 1500 West Canal Court, Suite 500, Littleton, CO
80 1 20-4569. (800) 42 1 -3756. (303) 798-9682 or Fax ( 303) 798-573

1

April 30-May 2, 1999

—

Dermatology For The Non-Dermatologist. South

Sea Plantation, Captiva Island, FL. Fee $375. Contact Linda Main,

Meetings Coordinator, MER, 1500 West Canal Court, Suite 500, Littleton,

CO 80120-4569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

April 30-May 2, 1999

—

Clinical Endocrinology For Primary Care
Physicans. Hyatt Regency, New Orleans, LA. Fee $375. Contact Linda

Main, Meetings Coordinator, MER, 1500 West Canal Court, Suite 500,

Littleton, CO 80120-4569. (800) 421-3756, (303) 798-9682 or Fax (303)

798-5731.

May 14—16, 1999

—

Managing Respiratory Diseases. Hilton Resort, Hilton

Head, SC. Fee $375. Contact Linda Main, Meetings Coordinator, MER,
1500 West Canal Court, Suite 500, Littleton, CO 80120-4569. (800) 42 1 -

3756, (303) 798-9682 or Fax (303) 798-5731.

June 17-19, 1999

—

Issues in Women’s Health. Hyatt Regency, Grand
Cayman. Contact Linda Main, Meetings Coordinator, MER, 1500 West
Canal Court, Suite 500, Littleton. CO 80120-4569. (800) 421-3756, (303)

798-9682 or Fax (303) 798-573 1

.

June 18-20, 1999

—

Neurology For The Non-Neurologist. Buena Vista Palace,

Orlando, FL. Fee $375. Contact Linda Main. Meetings Coordinator, MER.
1500 West Canal Court, Suite 500, Littleton, CO 80120-4569. (800) 421-

3756, (303) 798-9682 or Fax (303) 798-5731.

June 24-26, 1999

—

Clinical Endocrinology For Primary Care Physicans.

Sonesta Beach Resort, Bermuda. Fee $375. Contact Linda Main, Meetings
Coordinator, MER, 1500 West Canal Court, Suite 500, Littleton, CO
80120-4569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731

June 25-27, 1999

—

Coronary Heart Disease Update. Sheraton Fiesta Beach
Resort, S. Padre Island, TX. Fee $375. Contact Linda Main, Meetings
Coordinator, MER, 1500 West Canal Court, Suite 500, Littleton, CO
80120-4569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

CONTACT INFORMATION

U of Colo—Contact: University of Colorado Health Sciences Center. School of Medicine.

Office of Continuing Medical Education, 4200 E 9th Ave, Denver 80262. (303) 372-9050 or

(800) 882-9153; Fax (303) 372-9065.

AMA. Contact: Registration Secretary, American College of Cardiology,

91 1 1 Old Georgetown Rd, Bethesda, MD 20814-1699 (800) 253-4636, ext.

695.

July 30-August 1, 1999-Neurology for the Non-Neurologist. Eldorado Hotel,

Sante Fe. NM. CME 1 1 hrs Category I. Contact: Linda Main, Meetings

Coordinator, MER, 1500 West Canal Court, Suite 500, Littleton, CO
80120-4569; (800) 421-3756; Fax (303)798-5731.

Satellite Courses

Contact: Joe Treat or Jim Cato, Immunization Program, (505) 827-2366.

CONTACT INFORMATION

UNMSOM—University of New Mexico School of Medicine, Office of CME. PO Box 713.

Albuquerque 87131. (505) 277-3942.

UTAH
All courses listed meet the criteria for Category 1 of the

Physician's Recognition Award of the AMA. To list AMA Cat-

egory 1 CME courses, send information at least two months
in advance to the Office of Continuing Medical Education,

540 East Fifth South, Salt Lake City, UT 84102; or phone

(801) 355-7477. For information on CME accreditation,

please write the CME office at the above address. NOTE:
Course information in the following listing is subject to

change on occasion. Check with the sponsoring institution.

MEDICAL GRAND ROUNDS
Weekly

—

Grand Rounds in Internal Medicine, Psychiatry, OB/GYN, and
Pediatrics. Contact: UUSM.

Weekly

—

Pediatric Grand Rounds. Contact: PCMC.

IDAHO
To list CME programs here, please send information at least

two months in advance to: Ada County Medical Society,

Inc. 305 W. Jefferson, PO Box 2668, Boise, Idaho 83701.

(208) 336-2930. Brochures, course information, and regis-

tration forms are available from the contact person or orga-

nization.—
NEW MEXICO
Information, requests for accreditation, and items to be
listed should be sent to the chair of the CME Committee,
New Mexico Medical Society, 7770 Jefferson, Suite 400, Al-

buquerque, NM87109, at least two months in advance. For

information on CME accreditation or on the CME require-

ments of the New Mexico Board of Medical Examiners,

please write to the above address or call (505) 828-0237.

NOTE: Course information in the following listing is subject

to change on occasion. Check with the sponsoring institu-

tion for current details.

Every First and Third Tuesday

—

Building and Implementing Clinical

Practice Guidelines at the Point of Care. Contact: Thomas A. Naegele,
DO, (505) 275-7267.

April 28-30, 1999

—

The Fourth Annual Clinical Cardiology Management
and Diagnostic Dilemmas. Eldorado Hotel, Santa Fe, NM. 17 Category 1

WASHINGTON
The listing of continuing medical education programs in

Washington state is compiled by the Washington State

Medical Association. To list Category 1 programs here,

please send information at least two months in advance to

Continuing Medical Education, Washington State Medical

Association, 2033 Sixth Avenue, Suite 1100, Seattle,

WA981 21 ; or phone (206) 441 -9762 or (800) 552-061 2.

Brochures and registration forms are available from the

contact person or organization listed at the end of each

course or in the list of course sponsors and contact infor-

mation.

COURSE SPONSORS AND CONTACT INFORMATION

CME HARBORVIEW—Contact: Gayle Splater. Cytology Continuing Education, Dept, of

Pathology, Harborview Medical Center. 325 Ninth Ave, Seattle, WA98104. (206) 223-5953.

PCMS CME—Contact:Executive Director. College of Medical Education, 705 S Ninth, No.

203, Tacoma, WA 98405. (206) 627-7137.

U/W (UNIVERSITY OF WASHINGTON)—Contact: UAV School of Medicine. Div. of

CME, SC-50, Seattle, WA98I95. (206) 543-1050.

VMMC (VIRGINIA MASON MEDICAL CENTER)—Contact: Linda Orgel. Division of

Continuing Medical Education. Virginia Mason Medical Center, POBox 900. Seattle, WA
98111.(206) 340-2058.

WSMA—Washington State Medical Association. Continuing Medical Education. 2033 Sixth

Ave, Ste 1 100, Seattle, WA 98121. (206) 441-9762.
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WYOMING
All courses meet the criteria for Category 1 of the Physi-

cian's Recognition Award of the AMA. To list AMA Caegory

1 CME courses here, send information at least two months
in advance to the Medical Education Committee, Wyoming
Medical Society, P.O. B ox 4009, Cheyenne, WY 82009;
email skeefe@wyomed.org; phone 307 634-2424; Fax 307
632-1973.

June 16-18. 1999

—

Annual Meeting/Scientific Session: Wyoming Medical
Society. Jackson Lake Lodge, Moran WY. Contact: Susie Wacker, P.O Box
4009. Cheyenne. WY 82003 or swacker@wyomed.org.

OTHER CME OPPORTUNITIES

Brochures and registration forms are available from the con-

tact person or organization listed at the end of each course or

in the list of course sponsors and contact information.

April 17-20, 1999—Spring Session, American Association of Pediatrics.

Hyatt Regency Chicago. Chicago. IL. Contact: AAP Div of Public
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Effect of Incentives on the Use of Indicated Services

in Managed Care

STEVEN Z. PANTILAT, MD; MARGARET CHESNEY, PhD; BERNARD LO, MD; Son Francisco, California

In managed care, financial incentives and utilization review create conflicts of interest for physicians.

We sought to determine whether these incentives would lead physicians to deny indicated services.

We surveyed internists practicing in areas with at least 30% penetration of managed care. Our ques-

tionnaire included four scenarios in which a test or referral is indicated according to clearly established

practice guidelines. We randomly assigned physicians to receive one of five versions of the question-

naire, which differed only in the type of reimbursement incentive and utilization review that applied

to the scenarios. We received responses from 710 (70%) of 1,009 internists. Although physicians un-

derutilized services regardless of incentives in all scenarios, physicians whose questionnaires depicted

full capitation said that they would order fewer services than physicians whose questionnaires de-

picted fee-for-service. In the scenario in which an x-ray of the lumbosacral spine is indicated for a pa-

tient with low back pain, 86% of physicians randomized to the full capitation version said that they

would order the test compared to 94% in the fee-for-service version. Similarly, physicians randomized

to scenarios requiring utilization review said that they would order fewer services than those random-
ized to scenarios requiring completion of an insurance form. Scenarios depicting managed care incen-

tives caused consistent, modest underutilization compared to fee-for-service scenarioes, although

physicians underutilized services under all financial incentives and utilization review. In response,

physicians must develop better methods for detecting underutilization and devise programs to in-

crease the provision of indicated services.

(Pantilat SZ, Chesney M, Lo B. Effect of incentives on the use of indicated services in managed care. West
]
Med 1999;

170:137-142)

Managed care has grown in response to rising health

care expenditures under fee-for-service reimburse-

ment. In managed care, financial incentives and utiliza-

tion review encourage physicians to decrease services.

These incentives and utilization review affect physician

behavior and have resulted in lower utilization of health

care services in managed care .

1 "4 One concern is that

such incentives and utilization review may not differenti-

ate between services that are unindicated and those that

are clearly indicated. Incentives that decrease unindi-

cated services benefit patients and promote quality care.

Incentives and utilization review under managed care that

lead physicians to withhold clearly indicated services

create serious ethical conflicts, however, and result in

poorer quality of care. Specifically, these incentives cre-

ate conflicts of interest for physicians and raise concerns

that in response to these incentives, physicians may with-

hold indicated services .

5,6 Furthermore, such conflicts of

interest may erode patient trust in physicians.

Comparisons of the quality of care between managed
care and fee-for-service settings find equivocal and

inconsistent results .

7
Little rigorous, empirical evidence

exists, however, to evaluate whether capitation and uti-

lization review lead physicians to withhold clearly indi-

cated medical services. We sought to determine whether

financial incentives and utilization review in managed
care lead physicians to withhold services that are indi-

cated according to well-established practice guidelines.

We examined scenarios in which services were clearly

indicated because these situations raise the strongest eth-

ical concerns regarding harm to patients. To define indi-

cated services, we used evidence-based guidelines

published in the medical literature, and we asked about

clinical scenarios that fell clearly within these guidelines.

From the Division of General Internal Medicine, Department of Medicine, University of California, San Francisco, California. (Drs Pantilat, Chesney, and Lo), the

Program in Medical Ethics. University of California. San Francisco, California (Drs Pantilat and Lo), and the Center for AIDS Prevention Studies, University of California,

San Francisco, California (Drs Chesney and Lo).

This paper was presented at the Society of General Internal Medicine National Meeting on May 3, 1996.

Reprint requests to Steven Pantilat, MD, 521 Parnassus Avenue, Suite C-126, UCSF, Box 0903. San Francisco. CA 94143-0903.
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TABLE 1 .—Cose Scenarios and Indicated Tests or Referrals Included in Each Questionnaire

Cose Scenario Indicated Test or Referral According to Guideline

56-year-old woman with 6 weeks of low back pain not responding

to conservative therapy with a normal neurologic examination

X-ray of the lumbosacral spine or orthopedic referral to evaluate for cancer or

infection
9

45-year-old woman with atypical angina for two months, no cardiac

risk factors and a normal electrocardiogram

Exercise treadmill test to evaluate for significant coronary artery disease
10-1

3

46-year-old man with depression unresponsive to two consecutive,

6-week courses of therapeutic dosage of a tricyclic and a selective

serotonin reuptake inhibitor antidepressant

Referral to a psychiatrist or other mental health professional for adjunctive

psychotherapy
14

51 -year-old woman with epigastric pain of four years duration

refractory to H-2 antagonists and treatment for Helicobacter pylori

with a normal upper gastrointestinal series

Referral to a gastroenterologist for upper endoscopy to evaluate for ulcer or

tumor’
5-1

7

We conducted a randomized questionnaire study of

physicians to answer the following research question:

“Do financial incentives and utilization review in man-

aged care lead physicians to state that they would deny

patients clearly indicated tests and referrals?”

Methods

Subjects

We surveyed internists in the American College of

Physicians (ACP) who 1) self-identified as general

internists in group or solo practice primarily involved in

patient care and 2) practice in metropolitan statistical

areas with a population greater than 250,000 and at least

30% penetration of managed care.
8 We excluded physi-

cians who primarily conduct research or practice in a

group-model health maintenance organization (HMO)
or Veterans Affairs, military, or public institution.

Questionnaire

Our questionnaire included four case scenarios in

which a test or referral was indicated according to evi-

dence-based guidelines published in the peer reviewed

literature (Table l).
9-17 For each scenario, physicians

were asked to indicate whether they would order the test

or referral recommended in the guideline and, if not, to

write which test or referral they would order, if any. We
pretested the scenarios with academic general

internists.

Physicians were randomized to receive one of five

versions of the questionnaire (Figure 1): These versions

differed only in the type of financial incentive and uti-

lization review that applied to all four scenarios. We ran-

domized three types of financial incentives: 1)

fee-for-service, 2) capitation with a bonus which stated,

“assume that each patient has an insurance plan for

which you receive a monthly capitation payment with a

potential bonus at the end of the year depending on the

cost of your referrals and tests”, and 3) full capitation

which stated, “assume that each patient has an insurance

plan for which you receive a monthly capitation pay-

ment from which you pay for all referrals and tests.”

We further randomized according to the utilization

review that applied to the scenarios. All fee-for-service

versions of the questionnaire required completion of an

insurance form as the utilization review. The capitation

versions were further randomized to two types of uti-

lization review: /) review by a committee of colleagues

or 2) preauthorization by telephone. Thus, physicians

Type of financial

incentive

Type of utilization

review

Fee for

service

/
Insurance

form
n=143

Capitation with

bonus

Committee of Preauthorization

colleagues by telephone

n=148 n=136

Full capitation

Committee of Preauthorization

colleagues by telephone

n=140 n=143

Figure 1 .—Randomization to financial incentive and utilization review.
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TABLE 2—Characteristics of Respondents According to Financial Incentive and Utilization Review Depicted in Questionnaire
*

Financial Incentive/

Utilization Review

Fee-tor-Service/

Insurance Form

(n = 143)

Capitation with Bonus/

Committee of Colleagues

(n= 148)

Capitation with Bonus/

Preauthorization by

Telephone (n = 136)

Full Capitation/

Committee of Colleagues

(n = 140)

Full Capitation/

Preauthorization by

Telephone (n = 143)

Total Cohort

(n = 710)

Demographics

Age, yf ..46 + 10 49 + 11 46 ±12 48 ± 12 48 ±11 47 ±11

Male, % . . 83 89 85 84 86 85

White, % 80 84 81 79 79 83

Practice characteristics

Experience with managed care, h/wkf .. 6 + 5 7 ± 6 6 ± 5 6 ± 6 6 ± 5 6 ± 5

Patient care, h/wkf ..39 + 14 38 ±14 38 ±15 37 ± 14 39 ±14 38 ±14

Practice setting, %
Solo 34 44 40 42 39 40

Croup . . 49 45 48 45 47 47

• There were no statistically signficant differences between groups,

t Values given as the mean ± SD.

were assigned one of five versions of the questionnaire,

with each version including the identical case scenario.

Each questionnaire also asked about demographics

and practice characteristics.

Our protocol was approved by the University of Cal-

ifornia, San Francisco Committee on Human Research.

Data Analysis

We recorded the percentage of physicians who stated

that they would order the indicated test or referral or

who stated that they would order a different test or refer-

ral that would achieve the same goal. For the scenario in

which the patient with low back pain needs an x-ray of

the lumbosacral spine in order to rule out cancer or

infection, a referral to an orthopedic surgeon was
counted as an appropriate measure because the referral

would likely lead to an x-ray of the lumbosacral spine.

A computed tomographic (CT) scan or magnetic reso-

nance imaging (MRI) was also counted as an appropri-

ate measure, although referral to physical therapy was

not. A treadmill test with thallium or a stress echocar-

diogram was also scored correct for the patient with

atypical angina for whom a treadmill test is indicated.

For the scenario in which a referral to a gastroenterolo-

gist for upper endoscopy is indicated, we considered any

referral to a gastroenterologist or for upper endoscopy

correct. For the scenario depicting a man who remains

depressed after medical therapy, we considered a refer-

ral to any mental health professional correct.

For each scenario, we performed a chi-square test to

assess trends in the proportion of physicians who indi-

cated that they would order the test or referral according

to the type of financial incentive or utilization review to

which they were randomized. We hypothesized that

among financial incentives, full capitation would be the

most restrictive and fee-for-service the least restrictive.

Similarly, we hypothesized that among types of utiliza-

tion review, preauthorization by telephone would lead

physicians to state that they would order the fewest num-
ber of indicated tests while completion of an insurance

form would lead physicians to indicate that they would

order the most. We analyzed the data to examine this

predicted trend. We performed all statistical analyses

using STATISTICA 4.1 for the Macintosh (StatSoft;

Tulsa, OK).

Results

We mailed 1,030 questionnaires and received

responses from 710 (70%) of 1,009 eligible subjects. We
excluded 21 subjects who moved without leaving a for-

warding address, died, or were no longer in practice.

Respondents were predominantly white males with busy

practices (Table 2). Respondents had experience with

managed care, fee-for-service reimbursement (Table 3),

capitation, utilization review, preauthorization by tele-

phone, HMO review, and review by a committee of col-

leagues. Groups of physicians randomized to receive

different versions of the questionnaire did not differ

significantly in characteristics.

The percentage of physicians stating that they would

order an indicated test or referral varied from scenario to

scenario (Table 4). The more restrictive the financial

incentive, the less likely physicians were to state that

they would order the indicated test or referral. In the

case of the patient with low back pain, 86% of physi-

cians randomized to full capitation scenarios said that

they would order the test, compared to 94% of physi-

cians randomized to fee-for-service scenarios. Among
physicians randomized to the full capitation scenario,

5 1% said that they would order a referral to a gastroen-

terologist for the patient with dyspepsia, compared to

61% of physicians randomized to fee-for-service scenar-

ios. We found similar, but not statistically significant,
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TABLE 3 .—Percent of Physicians who Experience Each Method of

Reimbursement and Type of Utilization Review in Their Practice

% of Physicians Who Experience

Each Type (n = 71 0)

Reimbursement

Fee-for-service 90

Discounted fee-for-service 68

Self-pay 68

Any capitation 44

Capitation with bonus 30

Full capitation 27

Other 13

Utilization review

Preauthorization by telephone 83

Review of tests and referrals by HMO 54

HMO published profile of cost

per patient per month 46

Review by a committee of colleagues 31

trends toward fewer services in the other scenarios by

physicians randomized to capitation.

Managed care utilization review did not significantly

decrease the percentage of physicians who said they

would order tests or referrals (Table 5). although a trend

in that direction was found. We found no association

between physicians stating that they would order the

indicated test or referral and their actual experience with

utilization review.

We analyzed responses to the scenarios by the com-
bination of incentives to detect any interaction between

them (Table 6). For the scenarios in which the trends

were statistically significant, only 84% of physicians

randomized to the most restrictive managed care scenar-

ios of full capitation and preauthorization by telephone

said they would order the indicated x-ray for low back

pain, compared to 94% of physicians randomized to fee-

for-service scenarios. Only 50% of physicians random-

ized to the most restrictive scenario said they would

refer the patient with dyspepsia for endoscopy compared

to 61% of physicians randomized to the least restrictive

scenarios.

Discussion

The medical community has shown concern that

incentives in managed care will lead physicians to

withhold medically indicated services, thereby com-
promising the quality of care and eroding patient

trust.
5 -6

Our survey results suggest this concern is warranted,

but should not be overstated. Compared to fee-for-ser-

vice, capitation and utilization review caused a small but

consistent decrease of 3% to 11% in physicians stating

that they would order indicated tests and referrals.

Because of our study’s randomized design, we conclude

that this difference, though modest, resulted from the

financial incentives and utilization review depicted on

our questionnaire, and not from factors such as demo-
graphics, practice characteristics, or experience with

managed care; all factors were balanced in the random-

ized groups.

We also found, under various types of financial

incentives and utilization review, that many physicians

would not order indicated tests and referrals. Even

among those physicians randomized to fee-for-service

scenarios, 6% to 39% failed to say that they would order

the indicated services.

These results provide modest support for the con-

cerns that conflicts of interest may lead physicians to fail

to act in their patients’ best interests. The incentives

used in our study led to only a small amount of under-

utilization, not gross lapses in the quality of care. Even

this level of underutilization, however, matters for

patients. For instance, a physician who fails to order an

indicated exercise treadmill test for a woman with atyp-

ical angina could miss the diagnosis of significant coro-

nary artery disease and fail to prevent a myocardial

infarction or death.

Studies of actual practice suggest that our findings

may underestimate the true level of underutilization.

In a study that closely parallels our scenarios, salaried

physicians in a staff-model HMO underutilized x-rays

for patients with low back pain by 71%. 18 Adherence

to preventive guidelines ranges from 50% for the

National Cholesterol Education Program guidelines

to 15% to 26% for mammography in an inner-city

population. 19 - 20

TABLE 4.—Percent of Physicians Indicating They Would Order the Test or Referral According to Financial Incentive

Financial Incentive

Scenario Fee-for-Service (n = 141)

Capitation with Bonus (n = 283)

% Full Capitation (n = 278)

X-ray for low back pain* 94 92 86

Stress test for atypical angina 89 84 85

Mental health referral for depression 81 78 78

Gastroenterology referral for dyspepsia! ....

•p < .05

tP=.02

61 60 51
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TABLE 5.—Percent of Physicians Indicating They Would Order the Test or Referral According to Utilization Review

Utilization Review

Committee of Colleagues

Insurance Form (n = 283) Preauthorization by

Scenario (n=141) % Telephone (n = 278)

X-ray for low back pain* 94 90 88

Stress test for atypical angina 89 83 86

Mental health referral for depression 81 80 75

Gastroenterology referral for dyspepsia 61 56 55

‘P
- .06

Several reasons can explain why our findings may
not reflect true rates of underutilization and the influ-

ence of incentives. Our subjects, ACP members of

whom most are board certified in internal medicine,

may be more knowledgeable about guidelines than a

general sample of primary care physicians. Also, physi-

cians are more likely to say that they would order the

test or referral on a questionnaire than in real practice if

they realize the “correct” answer.2122 A physician’s

decision regarding a given intervention may be affected

by the source of the guideline, the invasiveness of the

intervention, the need to involve another physician, and

the implications of a missed diagnosis. Although our

study was not designed to examine this issue directly,

our results suggest that the quality of care might be

improved by focusing as much, if not more, attention on

encouraging physicians to adhere to reliable guidelines,

rather than simply working to eliminate the effects of

incentives in managed care. In fact, the level of under-

utilization we found for fee-for-service scenarios sug-

gests that unless we improve adherence to reliable

guidelines in all systems of care, the quality of care may
suffer even in systems without any incentives to with-

hold services.

Our study has several limitations. Our results may not

be generalizable to physicians who work in staff-model

HMOs or government institutions, or to physicians who

practice in areas of low, managed care penetration. We
chose areas of the country with at least 30% penetration

of managed care to insure that physicians would have at

least some exposure and experience with the incentives

depicted. Also, using different physicians as a pretest

population, different guidelines or different scenarios

may have affected our findings.
23

Conclusions

A major ethical concern about incentives in managed

care is that incentives may lead physicians to fail to act

in the patient’s best interest. Within the limitations of

our study, we found some evidence that such incentives

may have a small but real influence, leading physicians

to withhold indicated services. This excess underutiliza-

tion, though modest, may undermine patient trust in

physicians. We also found that, regardless of incentives,

a significant number of physicians failed to state that

they would order indicated services. Poor adherence to

guidelines also threatens the quality of care. Our find-

ings underscore the need for better methods for detect-

ing underutilization. Programs are also needed to ensure

that physicians provide indicated services to their

patients. These steps could mitigate ethical concerns

regarding incentives, improve the quality of care, and

bolster patient trust.

TABLE 6 —Percent of Physicians Indicating They Would Order the Test or Referral According to Combination of Financial Incentive and

Utilization Review

Version

Financial Incentive/Utilization Review

Capitation with Bonus/

Scenario

Fee-for-Service/

Insurance Form

(n = 143)

Capitation with Bonus/

Committee of Colleagues

(n = 148)

Preauthorization by

Telephone (n = 136)

%

Full Capitation/

Committee of Colleagues

(n = 140)

Full Capitation/

Preauthorization by

Telephone (n = 143)

X-ray for low back pain* .... 94 92 93 88 84

Stress test for atypical angina .... 89 83 85 84 85

Mental health referral for depression . .

.

.... 81 81 75 81 75

Gastroenterology referral for dyspepsia! . .... 61 59 61 51 50

•P < .005

tP=.03
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Cluster of Postinjection Abscesses Related to

Corticosteroid Injections and Use of

Benzalkonium Chloride
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;
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HAROLD E. EITZEN, PhD, Santa Fe, New Mexico; HENRY ROLKA, MS, Atlanta
,
Georgia;

C. MACK SEWELL, DrPH, MS, Santa Fe, New Mexico

Benzalkonium chloride (BC) is an unreliable disinfectant. A matched case-control study and environ-

mental investigation were conducted to determine the cause of and risk factors for a cluster of postin-

jection abscesses at a private medical clinic where BC was used as a disinfectant. Twenty-eight

case-patients who had an abscess at the injection site were matched with 126 control patients who
had received an intramuscular injection at the clinic on the same day. Risk factors for abscess develop-

ment in a multivariable logistic model were corticosteroid injection and being female. All case-patients

had received a corticosteroid injection from a multidose vial. Cultures of abscesses from 20 of 23 case-

patients grew Pseudomonas aeruginosa. Cultures of BC prepared at the clinic also grew P aeruginosa,

suggesting that BC was the source of infection. Injection site cleaning with BC did not appear to be

the route of infection since use of BC at the time of injection was not associated with abscess devel-

opment. A more likely route of infection was injection of contaminated corticosteroid from multidose

vials that could have been inoculated with pseudomonads via needle puncture after vial septa were
wiped with contaminated BC. Benzalkonium chloride should not be used to clean injection vial septa

or injection sites.

(Olson RK, Voorhees RE, Eitzen HE, Rolka H, Sewell CM. Cluster of postinjection abscesses related to corticosteroid injec-

tions and use of benzalkonium chloride. West
]
Med 1999; 1 70:143-147)

B enzalkonium chloride is an unreliable disinfectant:

Gram-negative organisms (eg, pseudomonads) often

are resistant to benzalkonium chloride, and benzalko-

nium chloride’s efficacy is diminished when substances

that adsorb the compound (eg, cotton balls or gauze) are

immersed in it.
1-3 The use of benzalkonium chloride in

hospitals has been discouraged by the Centers for Dis-

ease Control and Prevention since 1976.
4

In spring 1995, several patients at a private medical

clinic in New Mexico began complaining of pain and

swelling at the injection site after receiving intramuscu-

lar (IM) corticosteroid injections. Pseudomonas aerugi-

nosa was later cultured from several patients’ abscesses,

and the clinic discontinued these corticosteroid injec-

tions. The clinic had been using cotton balls soaked in

alcohol or benzalkonium chloride to clean injection sites

and injection-vial septa. The Office of Epidemiology of

the New Mexico Department of Health (NMDOH) initi-

ated an investigation to determine whether use of benza-

lkonium chloride was the cause of this cluster of postin-

jection abscesses and to identify other risk factors for

abscess development among clinic patients.

Methods

Epidemiologic Investigation

We defined a case as a patient with an abscess at the

injection site that drained pus spontaneously or surgi-

cally following an injection at the clinic during Janu-

ary-June 1995. Case-patients were identified through

the clinic, local surgeons, and patients’ attorneys.

We conducted a matched case-control study to iden-

tify risk factors for postinjection abscess development

in patients receiving IM injections at the clinic.

Through interviews with case-patients and review of

From the Epidemic Intelligence Service (Dr Olson) and the Division of Prevention Research and Analytic Methods (Mr Rolka), Epidemiology Program Office, Cen-
ters for Disease Control and Prevention, Atlanta, Georgia; Office of Epidemiology (Drs Voorhees, Eitzen. and Sewell), New Mexico Department of Health, Santa Fe, New
Mexico. Dr Olson is now with California Medical Review, Inc, San Francisco, California; Henry Rolka is now with the National Immunization Program, Centers for Dis-
ease Control and Prevention.

Reprint requests to The Western Journal of Medicine, 221 Main Street, San Francisco, CA 94120-7690.



144 W)M, March 1999—Vol 170, No. 3 Steroid Injections Linked to Abscesses—Olson et al

their medical charts, we identified the day on which

each of the case-patients received the injection associ-

ated with their abscess. All other patients receiving IM
injections on those days served as controls. We
reviewed medical records and interviewed case- and

control-patients using a standard questionnaire. The
questionnaire requested information regarding demo-
graphic factors, clinical signs and symptoms, and

potential risk factors.

The following potential risk factors for abscess for-

mation were assessed: age; sex; body mass index [BMI
= weight in kg/( height in m) 2

]
in adults; presence of

selected health conditions that affect the immune
response—regular use of steroids, diabetes, chemo-

therapy or radiation therapy for cancer at the time of

the injection, or other immunosuppressive conditions;

injection site (gluteal versus deltoid); type of medica-

tion received (corticosteroid versus other); type of vial

(multidose versus single-dose); individual administer-

ing injection; and type of disinfectant used to clean the

injection site and injection-vial septum (benzalkonium

chloride versus alcohol). The disinfectant used at the

time of injection was assumed to be whichever disin-

fectant the person administering the injection had nor-

mally used during the months when case-patients

received injections. All intramuscular injections were

given by five clinic employees who were very consis-

tent in their use of either benzalkonium chloride or

alcohol as a disinfectant during that time period: Four

reported using the same disinfectant 100% of the time,

and one reported using the same disinfectant 80% of

the time.

We calculated odds ratios (ORs) for each risk factor

with respect to abscess development in accordance with

a frequency matched design in which cases were

matched with controls by injection date. Because of

small cell sizes for some injection dates, we calculated

conditional maximum likelihood estimates of the ORs
using an exact estimation approach. We also assessed

the independent contribution of risk factors when con-

sidered simultaneously in a conditional logistic regres-

sion model. The statistical software packages StatXact 3

for Windows and LogXact were used for the statistical

analyses.
5 -6 Statistical significance was defined as a P

value < .05.

The investigation was conducted under the authority

of the New Mexico Public Health Act; therefore,

approval from an institutional review board was not

sought. Consent was obtained from each patient before

proceeding with the telephone interview.

Environmental and Laboratory Investigation

We asked clinic staff to prepare a stock solution of

benzalkonium chloride in the same manner as was done

before its use was discontinued prior to our investiga-

tion. Cultures were taken of cotton balls soaked in this

solution. Other environmental samples from the clinic

were benzalkonium chloride concentrate (17% Zephi-

ran® Chloride), tap water, cotton balls soaked in alcohol.

hand washes used by clinic personnel, swabs from the

tops of eight opened multidose vials, and samples from

the contents of two of these vials. All cultures were per-

formed by NMDOH's Scientific Laboratory Division

(SLD) using standard methods. 7 8

The clinic returned unopened vials of triamcinolone

acetonide (TA), the most common corticosteroid used at

the clinic, to the manufacturer (Steris Laboratories, Inc,

Phoenix, AZ) for sterility testing. An opened vial of TA
and 1 8 opened multidose vials of other injectable med-
ications (eg, estrogen, testosterone, vitamin B p , vac-

cines) from the clinic were sent to the US Food and Drug

Administration (FDA) laboratory in Denver, Colorado

for sterility testing.

Laboratory records were obtained for all case-patients

whose abscesses were cultured. All available patient iso-

lates were sent to SLD for identification confirmation

using standard methods 8 and for further categorization

using the Microbial Identification System (MIS), which

categorizes isolates based on fatty acid methyl esters of

the cell wall.
y
Patient isolates were also sent to the Uni-

versity of New Mexico Health Science Center, Molecular

Epidemiology Laboratory for DNA fingerprint analysis

using pulse-field gel electrophoresis.
10

Results

Epidemiologic Investigation

A total of 28 patients met the case definition; none

had more than one abscess. The 28 case-patients

received the injections associated with their abscesses

during a 2-month period (April 20-June 22, 1995).

Case-patients ranged in age from 13.6 to 79.8 years

(mean = 43.2); 23 (82.1%) were female.

All case-patients had been given a corticosteroid

injection to relieve allergy symptoms: Twenty-four

(85.7%) received triamcinolone acetonide (TA) (dose

range: 30-80 mg), three (10.7%) received methylpred-

nisolone acetate (dose: 80 mg), and for one case-patient,

whether TA or triamcinolone diacetate was given could

not be determined. For two patients, we could not deter-

mine whether the injection of methylprednisolone or

another injection given at the same time was the one

associated with abscess formation. These case-patients

were excluded from analyses involving medication.

Abscesses began draining (spontaneously or surgically)

a median of 75.5 (range: 32-21 1) days after the injec-

tion. Five (17.9%) case-patients were hospitalized for

1-13 days (median = 2 days).

We interviewed 126 (90%) of the 140 patients who had

received IM injections on the same days that case-patients

received the injection associated with their abscess. No
significant differences with respect to sex, mean age, or

proportion receiving a corticosteroid injection existed

between the 14 control patients who could not be inter-

viewed and the 1 26 patients who participated in the study.

When we compared case- and control-patients,

abscess formation was not associated with immunosup-
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TABLE 1 —Comparison of Risk Factors for Abscess Formation in Case- and Control-Patients

Potential Risk Factor n

Cose

%
Control

n % OR*(9S% Cl)

t

Sex: female .... 28 82.1 126 50.8 5.1 (1.7, 19.2)

BMIf: >30 .... 27 7.4 107 17.8 0.4 (0.0, 1.8)

Site: gluteal .... 28 100.0 119 82.4 Undef (1.3, Undef)

Medication: corticosteroid .... .... 26 100.0 126 48.4 Undef (5.9, Undef)

Type of vial: multidose .... 28 100.0 126 86.5 Undef (1 .2, Undef)

Disinfectant used: BC .... 25 36.0 107 43.9 0.5 (0.2, 1.5)

BC = benzalkonium chloride, Undef = undefined

•Conditional maximum likelihood estimate of odds ratio; case- and control-patients matched on injection date.

fExact 95% confidence interval.

fBody mass index; only calculated for adults.

pressive conditions, age, or the person administer-

ing the injection. Being female, corticosteroid

injection, injection from a multidose vial, and injec-

tion in the gluteal muscle were significantly associ-

ated with abscess formation (Table 1). When we
adjusted the effects of the risk factors listed in Table

1 with a conditional logistic regression model, the

effects of injection site and type of vial were ines-

timable in the model due to lack of variation

between case- and control-patients within too many
matched case-control groups. We removed these

two risk factors and constructed a model with the

remaining variables (Table 2). Only receipt of corti-

costeroid (OR = 17.8) and being female (OR = 7.4)

were significantly associated with abscess forma-

tion.

Environmental and Laboratory’ Investigation

Cultures from cotton balls soaked in the demon-
stration benzalkonium chloride solution from the

clinic grew P aeruginosa. The solution was pre-

pared monthly by mixing approximately one part

Zephiran® Chloride (17%) and two parts commer-
cial normal saline in a glass canister and adding

cotton balls. The canister was washed with soap
between batches of benzalkonium chloride. None
of the other environmental samples collected from
the clinic were contaminated with P aeruginosa.

Unopened vials of TA passed standard sterility

tests conducted by the manufacturer. The FDA
found no evidence of microbial contamination in 1

opened, multidose vial of TA or in the 18 opened,

multidose vials of other injectable medications.

The abscesses of 23 case-patients were cultured;

laboratory records showed that 20 (87.0%) grew P
aeruginosa, and one grew Pseudomonas fluorescen

s/putida. We obtained P aeruginosa isolates from
three case-patients: All isolates were confirmed to

be P aeruginosa by SLD. Isolates from two
patients were identified as the same strain by MIS
and pulse-field gel electrophoresis.

Discussion

Contaminated benzalkonium chloride has been impli-

cated as the source of infection in several nosocomial

outbreaks over the past 40 years
211-16 and was also the

most likely source of infection in this cluster of

abscesses. Benzalkonium chloride solution from the

clinic grew P aeruginosa as did the majority of

abscesses, whereas other environmental samples and

unopened vials of TA were not contaminated. The canis-

ter containing benzalkonium chloride solution was not

disinfected between batches, and once contaminated,

could have contaminated successive batches. Two strains

of P aeruginosa were identified among three patient iso-

lates and P putida/fluorescens was isolated from one

patient’s abscess, suggesting that the canister may have

become contaminated with several Pseudomonas strains

and species. Unfortunately, the isolate from the benza-

lkonium chloride solution was discarded before it could

be compared with patient isolates.

Contaminated benzalkonium chloride could have led

to abscesses in patients via two main pathways. First, use

of contaminated benzalkonium chloride solution at the

time of injection could have contaminated the hands of

the person administering the injection, the skin of the

patient at the injection site, and/or the needle used for the

injection. Any of these factors could have resulted in

infection in patients. Second, the contents of multidose

vials could have become contaminated when vial septa

were wiped with contaminated benzalkonium chloride

and punctured with a needle. Injection of contaminated

medication could cause infection, regardless of the disin-

fectant used at the time of injection. We found that use of

benzalkonium chloride on patients at the time of the

injection was not a risk factor for abscess development.

More than half of the case-patients received injections

from clinic personnel who used alcohol to clean injection

sites and vial septa. These findings suggest that the first

pathway was not a significant contributing factor to

infection in patients and that the second pathway (conta-

mination of multidose vials) is a more significant expla-

nation for this cluster of abscesses.
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TABLE 2.—Multivariable Analysis of Risk Factors for Abscess

Formation

Potential Risk Factor Adjusted Off Exact 95% Of

Sex: female 7.4 1.6-69.1

Body mass index]:: > 30 . .

.

0.2 0.0-1.

3

Medication: corticosteroid . 17.7 2.7—undefined

Disinfectant used: BC 0.6 0.1-2.

5

BC = benzalkonium chloride

•Conditional maximum likelihood estimate of odds ratio; case-

matched on injection date.

tExact 95% confidence interval.

$0nly calculated for adults.

and control-patients

The clinic did not record from which vial each patient

received an injection; thus it was impossible to determine

whether case-patients were associated only with injec-

tions withdrawn from vials that had been wiped previ-

ously with benzalkonium chloride. The one opened vial

of TA available for testing was not contaminated with

Pseudomonas spp. The vial may not have been wiped

with benzalkonium chloride, however, and the vial was

cultured several months after it was opened, allowing

sufficient time for any present organisms to have died.

Receiving a corticosteroid injection was a strong risk

factor for abscess development in persons receiving IM
injections at the clinic (Tables 1 and 2). All case-patients

received a corticosteroid injection compared with 48.4%
of control-patients. Corticosteroids were the only med-

ication associated with abscess development, although at

least nine other medications from multidose vials also

were used at the clinic. This outcome may have been due

to the immunosuppressive effects of pharmacologic

dosages of glucocorticoids (eg, TA and methylpred-

nisolone).
1 Corticosteroid injections have been involved

in other nosocomial outbreaks, 1516 including a cluster of

abscesses following IM injection of methylprednisolone

in New Mexico in 1978. 17

All case-patients received corticosteroid injections

from multidose vials administered in the gluteal mus-

cle. To try to separate the effects of these highly associ-

ated variables, we first limited the analysis to patients

receiving medications from multidose vials and then to

patients receiving injections in the gluteal muscle only.

Corticosteroid injection remained a strong, statistically

significant risk factor for abscess development in both

of these models (exact 95% confidence interval = [4.18,

undefined] and [3.45, undefined], respectively),

whereas injection site was no longer significant in the

first model, and vial type was no longer significant in

the second. These results suggest that corticosteroid

injection was the most important risk factor of the three;

vial type and injection site may have appeared as risk

factors only because of their association with corticos-

teroid injections.

Being female was a risk factor for postinjection abscess

development even when controlling for body mass index

in the logistic model. Females also were more likely than

males to develop abscesses following injections of methyl-

prednisolone in the 1978 cluster of abscesses in New Mex-
ico mentioned earlier.

17 Reasons for this difference

between males and females were not clear.

Although benzalkonium chloride has been docu-

mented as a significant nosocomial infection liability for

many years, this cluster of abscesses illustrates that

some health-care providers remain unaware of the dan-

gers of using it as a disinfectant or skin antiseptic. The
use of benzalkonium chloride at this clinic may not be an

isolated incident; 12% of respondents of a country-wide

survey of hospital epidemiologists reported that benzal-

konium chloride was in use for skin disinfection at their

hospital.
18 Given the unreliability of benzalkonium chlo-

ride as a disinfectant and antiseptic
1-411-16 and the avail-

ability of more efficacious products,4 benzalkonium

chloride should not be used to clean injection vial septa

or the skin of patients before injections. Given the poten-

tial for contamination of multidose vials, health care

providers should consider using single-dose vials of

injectable medications when possible, especially when
administering corticosteroids.
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Articles

Cancer Screening Practices Among Primary Care

Physicians Serving Chinese Americans
in San Francisco

MARION M. LEE, PhD; FLORENCE LEE, MPH; SUSAN STEWART, PhD; STEPHEN McPHEE, MD
San Francisco, California

Previous research has reported a lack of regular cancer screening among Chinese Americans. The over-

all objectives of this study were to use a mail survey of primary care physicians who served Chinese

Americans in San Francisco to investigate: a) the attitudes, beliefs, and practices regarding breast, cer-

vical, and colon cancer screening and b) factors influencing the use of these cancer screening tests.

The sampling frame for our mail survey consisted of: a) primary care physicians affiliated with the Chi-

nese Community Health Plan and b) primary care physicians with a Chinese surname listed in the Yel-

low Pages of the 1995 San Francisco Telephone Directory. A 5-minute, self-administered questionnaire

was developed and mailed to 80 physicians, and 51 primary care physicians completed the survey. A
majority reported performing regular clinical breast examinations (84%) and teaching their patients

to do self-breast examinations (84%). However, the rate of performing Pap smears was only 61% and
the rate of ordering annual mammograms for patients aged 50 and older was 63%. The rates of or-

dering annual fecal occult blood testing and sigmoidoscopy at regular intervals of three to five years

among patients aged 50 and older were 69% and 20%, respectively. Barriers (patient-specific,

provider-specific, and practice logistics) to using cancer screening tests were identified. The data pre-

sented in this study provide a basis for developing interventions to increase performance of regular

cancer screening among primary care physicians serving Chinese Americans. Cancer screening rates

may be improved by targeting the barriers to screening identified among these physicians. Strategies

to help physicians overcome these barriers are discussed.

(Lee MM, Lee F, Stewart S, McPhee S. Cancer screening practices among primary care physicians serving Chinese Amer-

icans in San Francisco. West
J
Med 1 999; 1 70:1 48-1 55)

Chinese Americans are a large and growing ethnic

group in the United States. From 1980 to 1990, the

Chinese population in the United States more than dou-

bled to 1,645,472 people. 1 Data from the Surveillance

Epidemiology and End Results (SEER) Program of the

San Francisco Bay Area (1988-1992) showed that the

five most common cancer sites among Chinese Ameri-

can men were lung, colorectal, prostate, liver, and oral

cancer, and the five most common cancer sites among
Chinese American women were breast, colorectal, lung,

uterine, and ovarian cancer.
3 Early detection of many of

these cancers, when treatment is more likely to be suc-

cessful, can dramatically improve survival rates. Regular

use of screening tests can detect cancers of the breast,

colon, rectum, and cervix at an early stage. However,

few data are available on cancer screening practices

among Chinese Americans. Underutilization of cancer

screening tests among Chinese Americans has been

reported in a few previously published studies.
3-5 The

Centers for Disease Control and Prevention’s (CDC)
Behavioral Risk Factor Surveillance System (BRFSS)

conducted a survey on Chinese in Oakland during

1989-1990 showing that among Chinese women aged

40 and older, 68% reported never having a mammogram
and 75% reported never having had a clinical breast

examination.4 In a recent telephone survey of Chinese

women in San Francisco, California, the rates of having

a mammogram (women aged 40 and older) and a Pap

smear at regular intervals were 25% and 37%, respec-

tively.
5 The low screening rates may be explained not

only by patient characteristics and patient barriers to

screening, but also by physician practice patterns.

Primary care physicians have the opportunity and

ability to promote cancer screening practices among their
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patients. Physicians increasingly function as gatekeepers

to and coordinators of cancer prevention activities. Can-

cer screening tests such as mammography require a

physician referral. The most often cited reason for not

having a cancer screening test by patients, regardless of

ethnicity, is that their physician has never recommended

it.
67 Physician endorsement of a cancer screening test

can have a positive impact on patient motivation. 8

Patients are more likely to have the screening test if they

perceive that their physician strongly recommends the

test.
9 Since Chinese greatly respect authority, the advice

of physicians about cancer screening tests could be very

effective in this ethnic population.

Despite the acceptance of a preventive philosophy

among physicians and the establishment of cancer

screening guidelines by national organizations,
10-16

many studies have documented a gap between recom-

mended guidelines and physicians’ screening prac-

tices.
15-19

Barriers to the practice of cancer screening

among primary care physicians have been investi-

gated.
18-26 These barriers include: a ) lack of education,

knowledge, and training (sigmoidoscopy. Pap smear);

b) patient refusal (rectal exam, sigmoidoscopy, mam-
mography, and Pap smear); c) patient discomfort or

embarrassment (Pap smear, mammography and sigmoi-

doscopy); d) cost to patient (mammography and sig-

moidoscopy); e) physician forgetfulness (clinical breast

exam, mammography, fecal occult blood test); /) pro-

fessional ambiguity and confusion of guidelines; and g )

practice logistical difficulties, such as time constraints,

availability of technology, personnel and office space.

Those studies, however, did not specifically focus on

physicians who serve predominantly Chinese American

populations. To date, there are no reports in the literature

that describe the prevalence of and barriers to prescrib-

ing cancer screening tests among physicians serving this

ethnic population.

Recognizing the importance of studying the factors

influencing cancer screening practices among patients

and among their physicians, we focused on two con-

verging pathways—the medical care system of providers

(primary care physicians) and the sociocultural system

of consumers (Chinese American women) in San Fran-

cisco. We studied interacting factors that influence prac-

tices of providers who prescribe the cancer screening

tests and the actions of consumers in using these tests. A
total of 775 Chinese American women completed a tele-

phone survey. Results of the consumer survey have been

previously published. 5 This paper describes the results

of the physician mail survey.

In the physician mail survey, we examined screening

practices regarding breast, cervical, and colorectal cancer

among primary care physicians who served in San Fran-

cisco’s Chinese community. The survey objectives were

to assess the physicians’: a) demographic and accultura-

tion characteristics; b) practice settings; c) attitudes,

beliefs, and practices (ie, compliance with specific cancer

screening guidelines and screening intervals); d) per-

ceived barriers and benefits of screening; and e) use of

educational materials and follow-up/reminder systems

relating to prescribing cancer-screening tests (clinical

breast exam, mammogram, teaching breast self-exam.

Pap smear, digital rectal exam, fecal occult stool test, and

flexible sigmoidoscopy).

Methods

The sampling frame for our physician survey con-

sisted of two samples of physicians: a) all primary care

physicians who were affiliated with the Chinese Com-
munity Health Plan (CCHP) and b ) all primary care

physicians with Chinese surnames who were listed in

the 1995 Yellow Pages of the San Francisco telephone

directory. To be eligible, physicians were required to: a)

have predominantly Chinese patients in their current

practice in San Francisco and b) specialize in obstetrics

and gynecology, internal medicine, family practice, or

general practice. A 5-minute, self-administered ques-

tionnaire was developed to address our objectives. An
invitation letter explaining the aims of the study along

with a copy of the questionnaire and a stamped return

envelope were sent to each eligible physician. Physi-

cians who had not returned questionnaires after two

weeks received a telephone call emphasizing the impor-

tance of the study and requesting their cooperation. A
total of three phone calls were made to nonresponding

physicians. Questionnaire data were then assessed for

completeness and summarized. We determined the per-

centages of survey question responses. Standard statisti-

cal tests including chi-square statistics and student t tests

were performed when appropriate.

Results

The survey was conducted during the spring of 1995.

Of the 95 physicians (22 from the CCHP, 73 from the

yellow pages), 80 physicians were found to be eligible,

and 51 (68% from CCHP, 32% from yellow pages) com-

pleted the mail survey yielding a response rate of 62%.

The demographic characteristics and practice setting

of the physicians are shown in Table 1 . Most of the study

physicians (84%) were male with a mean age of 50.2

years. About half of them (55%) were bom in the United

States. The majority (76%), however, obtained their med-
ical degree in the United States. Half (48%) were

internists and a quarter (24%) were family practitioners.

About three-quarters of the physicians (77%) had an indi-

vidual private practice. Their average length of time prac-

ticing in San Francisco was 13 years. Over half (62%) of

their patients were Chinese. Most of their patients (61%)
had either Medicaid or Medicare insurance. A majority of

physicians (79%) and their staff (82%) were able to speak

the Chinese language to their patients.

Table 2 shows breast and cervical cancer screening

practices of primary care physicians. Although all physi-

cians reported having ordered mammograms for their

asymptomatic female patients, only 63% ordered annual

mammograms for their patients aged 50 and older. Most
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TABLE 1 —Characteristics of Study Physicians and Their Practices

(n-51)

n %

Demographic

Male .... 43 84

Mean age (years) 50.2

U.S. born . ... 28 55

U.S. medical degree . . . . 38 76

Specialty

Internal medicine . ... 24 48

Family practice .... 12 24

Obstetrics/Gynecology .... 8 16

General practice . . . . 4 8

Other . . . . 2 4

Practice Setting

Individual practice . . . . 39 77

Group practice . ... 10 20

Ability to speak Chinese with patients

Physician speaks Chinese . ... 40 79

Staff speaks Chinese . ... 42 82

Patient Characteristics

Patients who are Chinese 62

Insurance status

No insurance 12

Medicaid/Medicare 61

(84%) reported performing regular clinical breast exam-

inations, while only 61% performed Pap smears in their

office. More than half of the physicians followed spe-

cific guidelines for breast (75%) and cervical (55%) can-

cer screening (Table 3). The breast and cervical cancer

screening guidelines of the American Cancer Society

were the most frequently cited guidelines followed by

the physicians.

For colorectal cancer screening (Table 4) fecal occult

blood testing (FOBT) was most frequently recom-

TABLE 2.—Breast and Cervical Cancer Screening Practices

Reported by Physician (n = 51)

n %

Order mammograms 51 100

Interval for ordering mammograms
for women older than 50

Annually 32 63

Every two years 14 28

Perform regular clinical breast examinations 43 84

Teach patients to do breast self-examinations 43 84

Do Pap smears in office 31 61

Have cancer screening educational

materials in Chinese 28 55

TABLE 1—Specific Guidelines Study Physicians Reported

Following for Cancer Screening

Breast Cervical Colorectal

Cancer Cancer Cancer

Follow no guidelines 13/51 23/51 27/51

(25%) (45%) (55%)

Follow guidelines of

n= 38 n = 28 n = 24

American Cancer Society 25 (66%) 17(61%) 16(67%)

American College OB/GYN 7(18%) 8 (29%) 2 (8%)

National Cancer Institute 2 (5%) 0 (0%) 0 (0%)

Other 4(10%) 3(11%) 5 (25%)

mended by study physicians: Sixty-nine percent

reported ordering this test annually for asymptomatic

patients aged 50 and older. About half (51%) of the

physicians did not order regular sigmoidoscopy for

patients older than age 50. One quarter (23%) of the

physicians reported referring their patients to other

physicians for this procedure. Only 20% of physicians

performed sigmoidoscopy for patients aged 50 and older

at regular intervals of three to five years. About half of

the physicians did not follow any guidelines for colorec-

tal cancer screening (Table 3). The colorectal cancer

screening guidelines of the American Cancer Society

TABLE 4.—Colorectal Cancer Screening Practices Reported by

Study Physicians (n = 51)

n %*

Test recommended for colorectal cancer screening

Digital rectal exam 13 25

Fecal occult blood testing 43 84

Sigmoidoscopy 10 20

Usual interval for ordering fecal occult

blood testing for asymptomatic patients

aged older than 50

Annually 35 69

Every 2 years 8 16

Every 3 years 2 4

No usual interval 2 4

Do not order regular FOBT 2 5

Usual interval for ordering sigmoidoscopy

for patients aged older than 50

Annually 0 0

Every 2 years 2 4

Every 3-5 years 10 20

No usual interval 1 2

Do not order regular sigmoidoscopy 26 51

Refer to other physicians 12 23

‘Percentage does not add up to 1 00% because some physicians declined to answer

the question.
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TABLE 5 —Top Three Reasons for Not Prescribing Cancer

Screening Tests Among Study Physicians (n = 51)

Mammogram

1 . Cost to patient (30%)

2. Patient concerned about pain or discomfort (28%)

3. Patient is healthy, has no physical symptoms, therefore, thinks

tests unnecessary (26%)

Pap smear

1 . Patient feels embarrassed, uncomfortable to have anyone exam

her genitalia (29%)

2. Patient is healthy, has no physical symptoms, therefore thinks

test unnecessary (29%)

3. Patient does not have the time, thinks test inconvenient (20%)

Fecal occult blood testing

1 . Patient does not have the time, thinks test inconvenient (26%)

2. Cost to patient (1 3%)

3. Patient is healthy, has no physical symptoms, therefore thinks

test unnecessary (9%)

Sigmoidoscopy

1 . Patient concerned about pain or discomfort (58%)

2. Patient is healthy, has no physical symptoms, therefore thinks

test unnecessary (33%)

3. Patient does not have the time, thinks test inconvenient (1 7%)

were the most frequently cited guidelines followed by

the physicians.

Table 5 shows the three most frequently cited reasons

by physicians for not prescribing the screening tests.

“Patient feels healthy, has no physical symptoms; there-

fore, they feel the screening test is unnecessary” was a

common reason cited by the physicians for not doing a

Pap smear, ordering a mammogram, a fecal occult blood

test, or a sigmoidoscopy. The primary barrier reported

for not ordering a mammogram, however, was cost to

the patient, and patient discomfort was the primary bar-

rier for not ordering a sigmoidoscopy test. “Patient

embarrassment,” and “inconvenience to patient” were

cited as the primary reasons for not ordering a Pap smear

and fecal occult blood testing, respectively. The barriers

reported by physicians for not performing clinical breast

examinations were: a) inadequate training to perform

clinical breast exam and b) feeling it was inappropriate

to perform clinical breast examination when the patient

came for other health problems.

The establishment of an effective reminder system

can improve cancer prevention services in a medical

practice.
27 Less than half of the study physicians, how-

ever, reported having a reminder system for clinical

breast examination (38%), mammography (49%), digital

rectal examination (35%), fecal occult blood test (41%),

and sigmoidoscopy (21%).

Table 6 shows the attitudes towards breast cancer

screening among study physicians. Seventy-six percent

disagreed [somewhat (31%) + strongly (45%)] that

screening mammograms were not cost effective for

women. Seventy-three percent agreed [somewhat (53%)
+ strongly (20%)] that there was a general consensus

regarding guidelines on breast cancer screening, and,

66% indicated that women should be allowed to refer

themselves for breast cancer screening.

Table 7 presents the cancer screening practices by

physician’s age and specialty. Younger physicians per-

formed more screening tests than older physicians. As

expected, obstetrics/gynecology doctors performed

more breast and cervical screening tests than other spe-

cialists. In particular, the differences in the percentage of

physicians in each specialty performing Pap smears in

asymptomatic women reached statistical significance.

Discussion

A majority of primary care physicians (84%) serving

Chinese Americans in San Francisco reported perform-

ing regular clinical breast examinations and teaching

breast self-examinations. The rate of performing Pap

smears, however, was only 61%, and the rate of ordering

annual mammograms for patients aged 50 and older was

only 63%. The rates of ordering annual fecal occult

blood testing and sigmoidoscopy at regular intervals of

three to five years among patients aged 50 and older

were 69% and 20%, respectively. This utilization rate is

lower than published cancer screening guidelines and

recommendations. 10-13

One explanation for this low utilization rate could be

that the physicians have no preference for any specific

cancer screening guideline. Although a majority of

physicians (75%) reported following specific guidelines

for breast screening, only about half reported following

specific guidelines for cervical (55%) and colorectal

(47%) cancer screening. The cancer screening guidelines

issued by the American Cancer Society were most

TABLE 6 .—Attitudes Toward Breast Cancer Screening Among Study Physicians (n
- 51)*

Strongly Agree Somewhat Agree Somewhat Disagree Strongly Disagree

Screening mammograms are not cost-effective for women 3 (6%) 8(16%) 16(31%) 23 (45%)

There is a general consensus regarding guidelines on breast cancer screening . .

.

.. 10(20%) 27 (53%) 9(18%) 5(10%)

Women should be allowed to refer themselves for screening . . 17 (33%) 17(33%) 12(24%) 5(10%)

•Frequencies may not add up to 100% because some did not answer the question.
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TABLE 7.—Self-Reported Cancer Screening Practices by Physician Age and Specialty

Age Specialty

35-49 Years

n = 28

50-79 Years

n = 22

Internal Med

n = 24

Family & General Practice

n= 18

OB/GYN

n = 8

Ordering annual screening mammograms for women aged 50+ . . 21 (75%) 11 (50%) 12(50%) 13(72%) 7 (88%)

Performing regular, clinical breast exam . 26 (93) 17(77) 20 (83) 15(83) 8(100)

Doing Pap smears in asymptomatic women . 20(71) 11 (50) 11(48) 12(75) oo o
*

Recommending colorectal cancer screening

Digital rectal exam 8 (29) 5(23) 7(29) 5(28) 1 (13)

Fecal occult blood test . 24 (86) 18(86) 21 (88) 16(89) 5(63)

Sigmoidoscopy • 7 (25) 3(14) 6(25) 2(H) 2(25)

Ordering annual fecal occult blood test • 21(75) 13(59) 16(67) 12(67) 6(75)

Interval for ordering sigmoidoscopy

1-2 years . 2(7) 0(0) 0(0) 2(11) 0(0)

3-5 years . 6(21) 4(18) 5(21) 4(22) 1(13)

= 0.05

frequently cited. Confusion regarding the protocol and

lack of agreement with the cancer screening recommen-

dations issued by various organizations have been

reported as reasons for not prescribing cancer screening

tests by other physicians.
21 -24 Seventy percent of physi-

cians in our study stated that a general consensus exists

regarding breast-cancer screening guidelines. At the time

this survey was conducted, however, the mammography-
screening guidelines among women aged 40 to 49 were

controversial—for example, at that time the National

Cancer Institute did not support regular mammographic
screening for women aged 40 to 49 years old.

28 The

extent to which physicians in our survey were knowl-

edgeable about the content of guidelines that they

claimed to follow was questionable. Our intention, how-

ever, was not to assess their knowledge or their adherence

to specific cancer screening guidelines in this study.

Our study physicians reported lower levels of perfor-

mance of six cancer screening tests [clinical breast exam
(CBE), mammogram. Pap test, digital rectal exam,

FOBT, and sigmoidoscopy] compared to those found in

other national
1 "' and community l8_20 -29 physician surveys.

Prior studies have shown that physician self-reports often

yield higher performance estimates for preventive ser-

vices than patient reports or chart audits.
I6 -30 -31 Since this

study relies on self-reported data, it is possible that our

physicians over-reported their screening practices. Over-

reporting may be due to double-counting patients when
the primary care physicians referred patients for screen-

ing tests to gynecology specialist who were also sur-

veyed. Additionally, it is conceivable that those

physicians who did not participate in our study were less

likely to perform cancer screening examinations, thus

further widening the gap between the performance rates

in this population of physicians compared to rates

reported in other physician surveys.

In our 1994 consumer telephone survey, only 31% of

Chinese American women in the 50 to 74 age-group

reported having a mammogram at regular intervals (>3
mammograms in the past 3 years).

5 Among Chinese

American women aged 20 to 74 years old, 47% reported

having a clinical breast examination (>2 CBEs within 3

years) and 37% reported having a Pap smear (>3 Pap

smears in the past 5 years) at regular intervals.
5 However,

in this 1995 physician survey of the same community,

63% of the study physicians reported ordering annual

mammograms for patients age 50 and older, 84%
reported performing regular CBEs and 61% reported per-

forming Pap smears in the office. The discrepancy

between screening rates reported by consumers and their

physicians requires further investigation of the validity of

such self-reported data.

Younger physicians (35-49 years old) in our study

were more likely (although not statistically significant due

to small sample size) to report prescribing cancer screen-

ing tests (mammogram, CBE, Pap smear, digital rectal

exam, FOBT, and sigmoidoscopy) than older physicians

(>50 years old). Older physicians may be more likely to

subscribe to the traditional idea that because the patient

feels healthy and has no physical symptoms, prescribing

the screening tests is not necessary. Similarly, we found

that older Chinese women who had not had Pap smears

felt the test to be unnecessary at their age, particularly

since no physical signs of any abnormalities were pres-

ent.
5 The disinclination on the part of the patient as well

as the physician make it even less likely that the test will

be performed. These results point to a particular need to

target older physicians’ continuing education efforts

regarding cancer screening tests.

Previous studies have shown that the prevalence of

cancer screening activities varies by physician spe-

cialty.
3217 Differences in prescribing screening tests in

our physician survey were not demonstrated among dif-

ferent specialties except in performing Pap smears in

asymptomatic women. Internists (48%) were signifi-

cantly less likely than other specialty physicians [family
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or general practitioners (75%) and gynecologists

(100%)] to perform Pap smears. These differences may
be due to age, type II errors, or too small a sample to find

significant differences. Physician gender has also been

shown to affect screening services.
33-35 A recent study

has shown that patients of female, family, or general

practitioners were more likely to receive Pap smears and

mammograms than patients of male practitioners.
34

Since most of our respondents (84%) were men, we did

not investigate for a physician gender effect.

The respondents to this study represented primary care

physicians who served the Chinese population in San

Francisco. Half of the physicians surveyed were drawn

from a listing of Chinese surnames in the telephone direc-

tory Yellow Pages. Clearly, we might have excluded some

non-Chinese physicians who served Chinese patients. In

order to assess the representativeness of our participating

physicians, we investigated the specialty of the 21 physi-

cians who refused to participate in this study. We found

the distribution to be similar to the participating physi-

cians (57% internal medicine, 19% family practice, 14%
OB/GYN, and 10% general practice).

The underuse of cancer screening tests by our study

physicians might also be due to the physicians’ difficul-

ties in overcoming the barriers to cancer screening. Bar-

riers to screening implementation were investigated in

this study. They were divided into three categories: a)

patient-specific barriers, b) provider-specific barriers,

and c) practice logistical barriers. The most frequently

cited patient-specific barriers to cancer screening were:

a) cost (mammography, FOBT), b

)

pain or discomfort

(mammography, sigmoidoscopy), c) patient reluctance,

patient is healthy, patient feels test is unnecessary (mam-
mography, Pap smear, FOBT, and sigmoidoscopy), d)

embarrassment (Pap smear), and e) inconvenience or

bother (Pap smear, FOBT, and sigmoidoscopy). The
physician-specific barriers were: a) inadequate training

for screening procedures, such as CBE, Pap smear, and

sigmoidoscopy and b) physician discomfort with per-

forming screening tests when the patient came for an

unrelated problem (eg, performing CBE). The practice

logistical barriers were: a) unavailability of reminder

system for cancer screening and b) unavailability of edu-

cational materials in Chinese language.

Based on the above-reported barriers to cancer

screening, we suggest the following strategies to

increase the performance of regular cancer screening

among primary care physicians. First, cost is always a

concern for most patients. In our consumer survey,

insurance status was associated with screening prac-

tices.
5 Chinese women with HMO and private health

plans report higher screening tests than those not cov-

ered by insurance plans. In this study, 61% of patients

were covered by either Medicaid or Medicare health

insurance. As of January 1, 1998, Medicare beneficia-

ries now receive expanded coverage for breast, cervical,

and colorectal cancer screening tests.
36 No deductible is

required for annual mammograms for women aged 40
and older. Pap smears are covered every three years for

average-risk women and annually for high-risk women.

For the first time, coverage for regular colorectal cancer

screening for asymptomatic Medicare patients is pro-

vided. Despite available insurance coverage, however,

this population’s lack of knowledge about the availabil-

ity of such services as well as the extent of cost cover-

age acts as an additional economic barrier to screening.

This lack of knowledge could be due largely to a lan-

guage barrier. Physicians and their staffs can help their

patients reduce their health costs by maximizing third-

party payments and informing them about the expanded

Medicare coverage. In addition, lack of knowledge

about cost, availability of services, and extent of health

insurance coverage may deter patients from seeking ser-

vices. Thus, educational materials written in Chinese,

which detail the resources of cancer screening, are nec-

essary.

Second, although only a very small portion of

patients experience significant discomfort in having

screening examinations such as mammography, 37
physi-

cians or technicians can explain to their patients the

screening procedures and the expected discomfort expe-

rienced by some individuals. In counseling their

patients, physicians need to address individual patient

concerns and show their strong convictions regarding

cancer screening tests. Performing regular cancer

screening may be difficult for some physicians servicing

Chinese patients, however, because many of these

patients do not schedule regular appointments, but a

large number of patients are seen each day for acute care

on a drop-in basis. Referrals or recommendations for

mammography could still be incorporated in this kind of

practice setting.

Third, patient inconvenience contributes an obstacle

to implementing fecal occult blood tests. Although

explaining how to correctly do this test is time consum-

ing for physicians, nurses or staff can be trained to

emphasize the importance of performing the test cor-

rectly, and to educate patients in performing the test cor-

rectly. Physicians in this study perceived patient

reluctance in taking the tests because the patients were

healthy and felt the testing unnecessary. Chinese Amer-
ican women cited this same reason in the consumer tele-

phone survey to explain why they did not have a

mammogram and a Pap smear. 5 This finding suggests

that patients need to be educated about the screening

guidelines and the importance and benefits of regular

cancer screening among healthy people.

Educational interventions targeted at physicians

should emphasize the importance of educating patients

through individual counseling and educational materi-

als. Communicating with patients in their native lan-

guage is most effective, especially since most of these

patients are foreign-bom. In our consumer survey, the

ability to speak English was significantly associated

with breast and cervical screening knowledge and prac-

tices.
5 A majority of study physicians and their staff

could speak Chinese to their patients, and more than half

had cancer screening educational materials (leaflets and
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brochures) in Chinese language available in their offices.

Development of culturally appropriate educational

materials (eg. posters, pamphlets, brochures, and video-

tapes) in Chinese language is needed for Chinese-speak-

ing patients.

Fourth, to alleviate patient-barrier factors such as

embarrassment, educational interventions for physicians

designed to improve communication skills are also nec-

essary. Physicians need to be sensitive about the cultural

issues that pervade this population. Male physicians may
be less aware of the issues of personal modesty among
Chinese women. An additional gender issue is that many
women may be reluctant to undergo a breast or pelvic

exam performed by a male physician. Modesty, respect

for authority, degree of acculturation, and preconcep-

tions about health and illness are factors that need to be

addressed to encourage better screening use among Chi-

nese men and women.
A lack of expertise or inadequate skills to perform

particular screening procedures is sometimes a major

physician-specific obstacle to performing screening

tests. Technical skills training programs for physicians

can improve the performance of clinical breast examina-

tions and other screening procedures. Physicians learn

proper techniques for performing clinical breast exami-

nations in a training session. Some of our physicians

reported that they would be uncomfortable in perform-

ing a clinical breast examination during a patient visit

for an unrelated health problem. These physicians could

handle the patient’s immediate health problem and

address patient concerns during that visit, but also set up

an additional visit devoted to cancer screening. Since

screening usually takes place during general check-up

visits, the performance of cancer screening could be

increased if such visits were systematically scheduled

and if systems to remind physicians when and what

screening tests were due (nurse-initiated flow chart, per-

sonal computer reminders, or chart-based reminders)

were implemented. The effectiveness of reminder sys-

tems for physicians and their patients has been demon-

strated in university and community practice

settings .

27 '38"42 Less than half of our study physicians,

however, reported having a reminder system for cancer

screening. Physicians and their staffs can set up an office

reminder system (such as medical record checklist and

flow sheets, stickers and alerts, or computer-generated

reminders) directed at themselves, and a patient-directed

reminder system (such as reminder postcards, letters, or

telephone calls) to promote regular cancer screening.

To improve regular cancer screening among Chinese

Americans, we need to explore further the pathway of

the medical care system and to examine the interaction

process between the providers (primary care physicians)

and the consumers (Chinese Americans). Multiple logis-

tic regression will be performed in the future to investi-

gate the factors predicting screening practices among the

consumers and their providers so that specific interven-

tions to increase the use of regular screening can be

developed.

Conclusions

This is the first study of breast, cervical, and colorectal

cancer screening practices among primary care physicians

serving Chinese Americans in San Francisco. Cancer

screening rates can be improved by targeting barriers

related to prescribing cancer screening tests by physicians.

Strategies to help physicians overcome patient-specific

barriers (patient refusal, cost to patient, inconvenience to

patient, lack of knowledge), physician-specific barriers

(lack of expertise or training in performing screening

tests), and office system-specific barriers (lack of reminder

system and educational materials in Chinese language)

were suggested. The data presented in this study provided

a basis for developing interventions to increase perfor-

mance of regular, cancer screening among primary care

physicians serving this important population.
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Infection Among Inmates Entering the California

Correctional System

JUAN D. RUIZ, MD, DrPH; FRED MOLITOR, PhD; RICHARD K. SUN, MD, MPH; JOHN MIKANDA, MD, MPH;

MATTHEW FACER, MS; Sacramento, California; JOHN M. COLFORD JR., MD, PHD; Berkeley, California;

GEORGE W. RUTHERFORD, MD; San Francisco, California; MICHAEL S. ASCHER, MD; Sacramento, California

To estimate the prevalence and predictors of hepatitis C virus (HCV) infection among inmates, a cross-

sectional survey was conducted in 1994 among inmates entering six reception centers of the California

Department of Corrections. Discarded serum samples were tested for antibodies to human immuno-
deficiency virus (HIV), HCV, hepatitis B core, and hepatitis B surface antigen (HBsAg). Of 4,513 inmates

in this study, 87.0% were men and 13.0% were women. Among male inmates, 39.4% were anti-HCV-

positive; by race/ethnicity, prevalences were highest among whites (49.1%). Among female inmates,

53.5% were anti-HCV-positive; the prevalence was highest among Latinas (69.7%). In addition, rates

for HIV were 2.5% for men and 3.1% for women; and for HBsAg, 2.2% (men) and 1.2% (women).
These data indicate that HCV infection is common among both men and women entering prison. The
high seroprevalence of anti-HCV-positive inmates may reflect an increased prevalence of high-risk be-

haviors and should be of concern to the communities to which these inmates will be released.

(Ruiz JD, Molitor F, Sun RK, Mikanda J, Facer M, Colford JM Jr, Rutherford GW, Ascher MS. Prevalence and correlates of

hepatitis C virus infection among inmates entering the California correctional system. West
J
Med 1999; 1 70:156-160)

Hepatitis C virus (HCV), which was isolated and char-

acterized by molecular cloning, 1

is the infectious

agent in the majority of non-A, non-B hepatitis in the

United States. Most cases are not associated with blood

transfusions.
2 The majority of people infected with HCV

may become chronically ill, and 60% of these develop

chronic liver disease.
3 HCV is also a contributing cause

of hepatocellular carcinoma.4 Worldwide, the prevalence

of antibodies to HCV ranges between 0.2% and 1 ,7%. 5
In

the United States, prevalence is 1.8%.6 An estimated 3.9

million Americans have been infected with HCV.6

Epidemiologic and experimental studies indicate that

HCV is transmitted by the parenteral route (eg, injection

drug users who share needles and syringes, health care

workers with occupational exposure to blood, hemodial-

ysis patients, and recipients of blood or blood prod-

ucts).
7 The highest HCV rates reported in the United

States are related to injection drug use.
8 HCV may also

be transmitted by other percutaneous exposures such as

tattooing,
9
sexual or household contact,

1011
transplanta-

tion of organs, 12
intranasal cocaine use,

13 and ear pierc-

ing in men. 13 The precise source of HCV infection,

however, remains undetermined in approximately 10%
of cases.

14

Incarcerated populations are at risk for HCV infection

by injection drug use and tattooing.
8 -915

In countries out-

side the United States, prevalence rates for HCV infec-

tion among inmates have ranged from 4.6% to 50%.915-21

Only one study to date has examined HCV seropreva-

lence among a US inmate population: Thirty-eight per-

cent of 266 male inmates entering the Maryland prison

system in 1985 and 1986 were found to be anti-HCV-

positive.
22

The purpose of our study was twofold: ( 1 ) to estimate

the prevalence of infection with hepatitis C virus among
inmates entering the California correctional system and

(2) to identify predictors of the risk for HCV infection

among this population.

Methods

The study protocol was reviewed and approved by the

State of California Health and Welfare Agency, Com-
mittee for the Protection of Human Subjects.

From the California Department of Health Services, Sacramento. California. Office of AIDS. HIV/AIDS Epidemiology Branch (Drs Ruiz. Sun. Mikanda. and

Mr Facer), the Maternal and Child Health Branch (Dr Molitor). and the Viral and Rickettsial Disease Laboratory (Dr Ascher): the University of California at Berkeley,

Berkeley. California (Dr Colford): and the University of California at San Francisco. San Francisco, California (Dr Rutherford).

Reprint requests to Dr Juan D. Ruiz. California Department of Health Services. Office of AIDS, HIV/AIDS Epidemiology Branch. 61 1 N. 7th Street. Sacramento. CA 95814.
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The site of entry into the California correctional system

is determined according to the county where the crime was

committed and by the type of crime. The California Depart-

ment of Corrections (CDOC) has 13 reception centers (10

centers for male prisoners and 3 centers for female prison-

ers) where inmates are processed for entrance into the sys-

tem. In California, all incoming inmates to the prison

system receive a physical examination shortly after arrival

at a reception center. A blood sample is obtained during the

physical examination and tested for syphilis serology. The

selection of reception centers for this study was made by

the CDOC in collaboration with the California Department

of Health Services, Office of AIDS. Facility selection was

based on the following criteria: 1 ) breadth of representation

of urban and rural areas, 2) high volume of inmates, 3)

regional representation, and 4) routine blood specimen col-

lection from all inmates for purposes other than this study.

This study included 4 of 10 reception centers where adult

males are processed and 2 of 3 reception centers where adult

females are processed. The four male reception centers

selected were: 1 ) R.J. Donovan Correctional Facility in San

Diego (San Diego County), 2) North Kern State Prison in

Delano (Kern County), 3) San Quentin State Prison in San

Quentin (Marin County), and 4) Wasco Reception Center in

Wasco (Kern County). The two female reception centers

selected were: 1) California Institution for Women in Fron-

tera (San Bernardino County) and 2) Central California

Women’s Facility in Chowchilla (Madera County).

The sample size of this study was determined by using

the 1994 prison population census and human immuno-
deficiency virus (HIV) prevalence estimates from the

1988 seroprevalence study among prisoners entering

California prisons.
23 Based on a 2-tailed test for propor-

tions, an alpha level of 0.05, statistical power of 0.80, and

an attrition rate of 10% to detect a prevalence of 5%, the

resulting gender-specific sample size for this study was

4,350 males and 650 females. The proportion of the sam-

ple selected from each reception center was based on the

relative proportion of inmates processed at the centers on

a weekly basis. Considering the actual gender-specific

sample size for this study (3,926 male inmates and 587

female inmates), the final power was calculated as 0.67.

The population in this study consisted of all inmates who
had blood drawn in association with physical examina-

tions upon entrance to the six reception centers from

August 15, 1994 through September 9, 1994 (male

inmates), and from August 15, 1994 through October 7,

1994 (female inmates). The study period for women was

extended for an additional four weeks because of the rel-

atively low number of incoming female inmates.

To obtain the least biased seroprevalence estimate of

HCV among incoming inmates, we conducted a cross-

sectional unlinked survey. Anonymous blood specimens

collected for other purposes were tested in a manner that

prevented linking test results to identifiable individuals.

Sera from incoming inmates were eligible for inclusion in

the study if: 1 ) the specimen was drawn for syphilis serol-

ogy as part of the initial admission process to the correc-

tional facility (whether in detention status, awaiting

sentencing, or convicted) and 2) the inmate had not been

incarcerated in the same facility during the survey period.

Sera were tested for presence of antibody to hepatitis C
virus (anti-HCV), HIV, and seromarkers of hepatitis B

virus after all personal identifiers were removed.

For each subject, the public health nurses at the selected

reception centers completed a standardized data collection

form (Correctional Facility Seroprevalence Survey) pro-

vided by the Centers for Disease Control and Prevention.

This form was completed for all eligible inmates who had a

blood test ordered, even if sera could not be obtained, to

allow comparison of inmates who were not tested with those

who were tested for anti-HCV. Essential data collected for

each eligible specimen included: sex, age group, race/eth-

nicity, previous incarceration information, and risk behavior

information (available in some correctional facilities).

All testing was performed at the State Viral and

Rickettsial Disease Laboratory in Berkeley, California.

Sera were tested for the detection of antibody to hepati-

tis C virus by the Hepatitis C Virus Encoded Antigen

(Recombinant cl 00-3, HC-31, and HC-34) Abbott HCV
enzyme-linked immunosorbent assay (EIA) version 2.0.

Sera that were reactive on the initial EIA were reported

as having antibody detected. Approximately 10% of

reactive specimens were then confirmed by Hepatitis C
Virus Encoded Antigen/Peptide (Recombinant c33c and

NS5 antigens; Synthetic 5-1-1, cl 00, and c22 peptides),

Chiron, RIBA, HCV 3.0 Strip Immunoblot Assay.

Statistical analyses were conducted using SAS-PC
version 6.10 (Statistical Analysis System for Personal

Computers, Cary, NC) and Epi Info version 6.0.
24

Fre-

quency distributions were compared using chi-square

tests for independent samples. Ninety-five percent con-

fidence intervals (CIs) for prevalences of HCV were cal-

culated assuming a binomial distribution for the

numbers testing positive. When the number testing pos-

itive was less than five, Fisher's exact limits were calcu-

lated. Prevalences in subgroups were compared using

ratios of rates as estimates of relative risk. Exact bino-

mial 95% confidence intervals were calculated for odds

ratios using Epi Info version 6.0. Seroprevalences were

computed excluding missing/unknown values.

We performed stepwise logistic regressions using SAS
6.10 to identify significant factors for anti-HCV-positiv-

ity. We constructed each model using a P value of 0.05

(based on the maximum likelihood ratio method) as both

the entry and removal criterion. We computed adjusted

odds ratios (ORs) with corresponding 95% CIs for the dif-

ferent levels of the significant independent covariates in

the logistic regression models. 25 The results of our analy-

ses are presented for male and female inmates separately.

All two-way interactions were included in the model

building process. We limited our analyses to samples

from white, African American, and Latina/o inmates.

Results

During the study period, 5,279 inmates received

intake physical examinations at the six reception centers
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selected for the study. Of these, 97.4% (

n

= 5,142) had

serum tested for the presence of anti-HCV. Sera were not

tested for the remaining inmates (n = 137) because no

blood was draw n, the quantity of the sample was not suf-

ficient, or the specimen was not saved. Results of this

paper are based on 4,513 serum specimens for white,

African American, and Latina/o inmates. The remaining

specimens (// = 629) were coded as other race/ethnicity

(n = 216) or unidentified race/ethnicity (

n

= 413).

Of the 4,513 inmates, 87% (n = 3,926) were male and

13% (/7 = 587) were female. Male and female inmates

were predominantly between 25 and 39 years of age

(61.9% and 69.5%, respectively). Among male inmates,

35.9% were Latino, 32.9% African American, and

31.2% white. Among female inmates, 38.7% were

white, 36.6% African American, and 24.7% Latina.

Of the 3,926 male inmates, 1,545 (39.4%; 95% Cl,

37.8-40.9) were anti-HCV-positive upon entry into

prison as compared with 314 of 587 (53.5%; 95% Cl,

49.4-57.6) female inmates. Among male inmates, 2.5%

were HIV positive and 2.2% were HBsAg positive.

Among female inmates, rates were 3.1% and 1.2% for

HIV and HBsAg, respectively.

The prevalence of anti-HCV positivity was highest for

both male and female inmates 25 years or older (46.2%

and 55.4%, respectively) (Table 1). White males had a

higher prevalence (49.1%) than African Americans or

Latinos. In univariate analyses of male inmates, hepatitis

C infection was associated with inmates aged 25 or older

who had a prior incarceration history, were HIV-positive,

were anti-hepatitis B core (HBc)-positive, and were

hepatitis B surface antigen (HBsAg)-positive. In univari-

ate analyses of female inmates, HCV infection was asso-

ciated with inmates aged 25 or older who were of Latina

ethnicity, had a prior incarceration history, were HIV-pos-

itive, and were anti-HBc-positive (Table 1).

Table 2 shows the results of multivariate analyses of

factors associated with HCV infection among male and

female inmates. Among male inmates, we found anti-

HBc-positivity (OR = 10.64; 95% Cl, 8.91-12.72), aged

25 or older (OR = 4.01; 95% Cl, 3.09-5.21), and previous

incarceration history (OR = 2.28; 95% CL 1.92-2.70) to

be independent risk factors for HCV seropositivity. To be

of African American race (OR = 0.35; 95% Cl,

0.29-0.41) had a significant protective effect. Among
female inmates, the risk factors associated with HCV
infection in a multivariate model were: HIV positivity

(OR = 9.35; 95% Cl, 1.80-48.73), anti-HBc positivity

(OR = 8.10; 95% Cl, 5.44-12.10), and Latina ethnicity

(OR = 1.70; 95% Cl, 1.02-2.81).

Table 3 includes the results of coinfection with other

serological markers among anti-HCV-positive and anti-

HCV-negative male and female inmates. Among anti-HCV-

positive male inmates, 27.2% had no other serological

markers, and 62.2% were anti-HBc positive as compared

with 84.8% and 1 1.3%, respectively, among anti-HCV-neg-

ative male inmates. Among anti-HCV-positive female

inmates, 21 .7% had no other serological markers and 68.5%

were anti-HBc positive as compared with 75.8% and 20.9%,

respectively, among anti-HCV-negative female inmates.

TABLE 1 .— Subgroup-Specific Hepatitis C Virus (HCV) Seroprevalence Among Inmates Entering the California Correctional System, 1 994*

Number in sample HCV Prevalence per 1 00 inmates (95% Cl) Odds Patio (95% Cl)

Subgroup Men Women Men Women Men Women

Age group

24 or younger ... 801 3,125 12.6(10.4-15.1) 37.1 (25.2-50.3) 1.0 1.0

25 or older , . . 62 525 46.2 (44.4-48.0) 55.4 (51.1-59.7) 5.96 (4.76-7.48) 2.14(1.20-3.81)

Race/ethnicity

White , .. 1,223 226 49.1 (46.3-51.9) 58.1 (51.4-64.6) 1.0 1.0

African American ... 1,292 214 29.2 (26.7-31.7) 37.7(31.244.5) 0.43 (0.36-0.50) 0.43 (0.29-0.70)

Latina/o . .. 1,408 144 40.2 (37.642.8) 69.7 (61.5-77.0) 0.70 (0.60-0.82) 1.67 (1.05-2.67)

Previous incarceration

No . .. 1,659 245 27.0 (24.9-29.3) 47.6 (41.2-54.0) 1.0 1.0

Yes . .. 2,088 332 49.0 (46.9-51 .2) 58.6 (53.1-63.9) 2.60 (2.26-2.99) 1.56 (1.10-2.20)

HIV

Negative . .. 3,820 566 38.8 (37.340.4) 52.6 (48.4-56.7) 1.0 1.0

Positive ... 97 18 61.9 (51.4-71.5) 88.9 (65.3-98.6) 2.56 (1.66-3.95) 7.19(1.57-12.1)

Anti-HBc

Negative . . . 2,692 312 21.7 (20.1-23.3) 31.7 (26.6-37.2) 1.0 1.0

Positive . .. 1,231 111 78.0 (75.6-80.3) 78.6 (73.4-83.5) 12.9(10.9-15.2) 8.1 (5.5-12.1)

HBsAg

Negative . . . 3,820 568 38.9 (37.340.5) 53.8 (49.6-57.9) 1.0 1.0

Positive . . . 86 7 58.1 (47.0-68.7) 42.9 (9.9-81.6) 2.18 (1.39-3.44) 0.64 (0.11-3.42)

* Statistical analyses were conducted using SAS-PC version 6.10 and Epi Info version 6.0
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TABLE 2 .—Multivariate Logistic Regression Analyses for Hepatitis

C Virus (HCV) Seropositivity Among Male and Female Inmates

Entering the California Correctional System, 1994*

Male Inmates Female Inmates

Variable OR (9S% Cl) OR (95% Cl)

Age group

24 or younger 1.00 —
25 or older 4.01 (3.09-5.21) -

Race

Non-African American 1.00 —
African American .... 0.35 (0.29-0.41) —
Non-Latina — 1.00

Latina — 1.70 (1.02-2.81)

Previous incarceration

No 1.00 —
Yes 2.28 (1.92-2.70) —

HIV

Negative - 1.00

Positive — 9.35 (1.80-48.73)

Anti-HBc

Negative 1.00 1.00

Positive 10.64 (8.91-12.72) 8.10(5.44-12.10)

•Statistical analyses were conducted using SAS-PC version 6.10 and Epi Info version 6.0

Two hundred twelve anti-HCV reactive results were

tested by a RIBA HCV 3.0 Strip Immunoblot confirma-

tory assay and over 90% (203) of the specimens were

confirmed positive by this method.

Some correctional facilities collected risk behavior

information as part of the admission process. If risk

behavior data were obtained during the admission

process, this information was matched for each speci-

men. Risk behavior information was provided for 831

(18.4%) of the 4,513 inmates. The most frequent risk

behavior for HCV infection, reported in 805 (96.9%) of

the 831 inmates, was injection drug use since 1978.

Among the 549 male inmates who had used injection

drugs since 1978, 430 (78.3%) were anti-HCV positive;

among the 256 female inmates in this category, 181

(70.7%) were anti-HCV positive.

Discussion

In this study of inmates entering the California cor-

rectional system, we found that the overall prevalence of

HCV infection was 41.2%, and the prevalence was

higher in female inmates (53.5%) than male inmates

(39.4%). This serosurvey provides public health officials

with important information about HCV infection among
California inmates.

Although we were able to collect risk behaviors in only

1 8% of the inmates, the high prevalence of HCV infection

in both male and female inmates suggests that this popu-

lation has engaged in high-risk behaviors. In this study, a

vast majority of HCV-positive inmates reported injecting

drugs since 1978. This risky behavior is also associated

with transmission of other viruses such as HIV and HBV.
Our findings on HCV infection complement previous

studies conducted among inmates in the United States and

other parts of the world. Among male inmates in these

studies, the prevalence of HCV infection has ranged from

28.0% to 49.8%. 15 - 16 - 18 - 19 -21
In female inmates, the sero-

prevalence was 39.8%. 17 Some studies did not differenti-

ate between male and female inmates. 815 -20

The high seroprevalence of HCV infection among
inmates entering prison should be a serious concern to

public health officials, health care providers, and policy-

makers for the following reasons: (1) infected male and

female inmates may continue to engage in high-risk

behaviors and infect others while in custody, (2) provid-

ing health care services for HCV-infected inmates with

chronic liver disease or hepatocellular carcinoma is

costly, and (3) infected inmates may transmit the disease

to people in communities into which they are released.

Neither vaccine nor postexposure prophylaxis are

available for HCV infection, and immunoglobulin is not

recommended. The use of alpha interferon during the

acute phase of hepatitis C may result in a decrease in the

TABLE 3.—Markers for Co-infection with HIV and HBV Among Anti-HCV Positive and Anti-HCV-Negative Male and Female Inmates*

Men Women

Anti-HCV (+) Anti-HCV (-) Anti-HCV (+) Anti-HCV (-)

(n = 1,545) (n = 2,381) (n = 314) (n = 273)

Serological Marker n (%) n (%) n (%) n (%)

No HIV or HBV markers 420 (27.2) 2,019 (84.8) 68 (21.7) 207 (75.8)

HIV(+) 60 (3.9) 37 (1.6) 16 (5.1) 2 (0.7)

Anti-HBc (+) 961 (62.2) 270(11.3) 215 (68.5) 57 (20.9)

HBsAg (+) 50 (3.2) 36 (1.5) 3 (0.9) 4 (1.5)

Anti-HBc (+) and HIV (+) 47(3.0) 17(0.7) 12(3.8) 1(0.4)

HBsAg (+) and HIV (+) 4 (0.3) 2 (0.08) 0 (0.0) 1 (0.4)

Anti-HBc (+) and HBsAg (+) and HIV (+) 3 (0.2) 2 (0.08) 0 (0.0) 1 (0.4)

•Statistical analyses were conducted using SAS-PC version 6.10 and Epi Into version 6.0
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rate of chronicity.
26 The currently recommended therapy

for chronic hepatitis C is a 12- to 18-month course of

alpha interferon in doses of 3 million units, three times a

week; a regimen that results in sustained clearance of

HCV RNA in approximately 20% of patients.
26

Recently,

the Food and Drug Administration approved Rebetron

Combination Therapy (Intron A [interferon alpha-2B

recombinant for injection] and Rebetol [ribavirin] cap-

sules) for use in hepatitis C patients who have not been

treated with alpha interferon therapy.
27

Primary prevention of HCV transmission depends on

measures such as universal precautions in the occupational

setting,
7

safer needle-using practices,
8 and routine HCV

screening of blood and plasma donors and donors of

organs, tissues, and semen.
7
Other primary prevention prac-

tices must include viral inactivation of plasma-derived

products or the assurance that these products are HCV
RNA negative by reverse transcription-polymerase chain

reaction.
14 Inmate education and counseling are important

in preventing HIV, HBV, and HCV infections. Counseling

must be culturally appropriate and at a level of comprehen-

sion that is consistent with the learning skills of the inmate.

An assessment of the risk-factor profile of all inmates enter-

ing the correctional system should be conducted. Preven-

tion strategies designed to encourage voluntary behavior

change and to facilitate effective risk-reduction counseling

should be planned and implemented.

Interpretations of the results of this study are subject to

limitations. We cannot be certain if the characteristics of

inmates included in this study are generalizable to all

inmates in the California correctional system. In 1994, the

California Department of Corrections did not collect risk

information from all inmates as they entered the system.

Therefore, we had limited individual risk information data

for determining modes of transmission of HCV. We were

unable to examine inmates’ past histories of sexually

transmitted diseases and assess any association with HCV
infection. Syphilis serology results were not available to

us at the time survey data were collected. Much work

remains to be done to complete our understanding of the

dynamics of transmission and infection with HCV. At the

state and local level, the highest priorities for epidemio-

logic research are to understand better the precise popula-

tions at risk of incident infections and to use this

information to direct and monitor specific, prevention

programs that are likely to be effective for at-risk popula-

tions. Further serosurveys and behavioral epidemiologic

studies should be undertaken to monitor the seropreva-

lence and trends of prevalent infections in this population

and to use this information to direct and monitor effec-

tiveness of specific prevention programs for inmates.
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Primary Mediastinal Malignancies:

Findings in 219 Patients

ROYTEMES, MD; THERESA CHAVEZ, CTR; DOUGLAS MAPEL, MD; LOREN KETAi, MD; RICHARD CROWELL, MD;

CHARLES KEY, MD; FABRIZIO FOLLIS, MD; STUART PETT, MD; )ORGE WERNLY, MD; Albuquerque, New Mexico

The purpose of this study was to determine the demographics, histology, methods of treatment, and

survival in primary mediastinal malignancies. We did a retrospective review of the statewide New
Mexico Tumor Registry for all malignant tumors treated between January 1, 1973 and December 31,

1995. Benign tumors and cysts of the mediastinum were excluded. Two hundred nineteen patients

were identified from a total of 1 10,284 patients with primary malignancies: 55% of tumors were lym-

phomas, 16% malignant germ cell tumors, 14% malignant thymomas, 5% sarcomas, 3% malignant

neurogenic tumors, and 7% other tumors. There were significant differences in gender between his-

tologies (P < 0.001). Ninety-four percent of germ cell tumors occurred in males, 66% of neurogenic

tumors were in females; other tumors occurred in males in 58% of cases. There were also significant

differences in ages by histology (P < 0.001). Neurogenic tumors were most common in the first

decade, lymphomas and germ cell tumors in the second to fourth decades, and lymphomas and thy-

momas in patients in their fifth decades and beyond. Stage at presentation (P= 0.001) and treatment

(P < 0.001) also differed significantly between histologic groups. Five-year survival was 54% for lym-

phomas, 51% for malignant germ cell tumors, 49% for malignant thymomas, 33% for sarcomas, 56%
for neurogenic tumors, and 51% overall. These survival rates were not statistically different (P > 0.50).

Lymphomas, malignant germ cell tumors, and thymomas were the most frequently encountered ma-
lignant primary mediastinal neoplasms in this contemporary series of patients. Demographics, stage

at presentation, and treatment modality varied significantly by histology. Despite these differences,

overall five-year survival was not statistically different.

(Temes R, Chavez T, Mapel D, Ketai L, Crowell R, Key C, Follis F, Pett S, Wernly ). Primary mediastinal malignancies:

findings in 219 patients. West) Med 1999; 170:161-166)

Mediastinal malignancies are uncommon. Conse-

quently, contemporary series using modem diag-

nostic and therapeutic modalities are rare. We reviewed

the statewide New Mexico Tumor Registry for all cases

of mediastinal malignancy diagnosed during the years

1973 through 1995.

Materials and Methods

The New Mexico Tumor Registry National Cancer

Institute Surveillance, Epidemiology, and End Results

program (SEER) statewide data base was used to

abstract all cases of malignant, primary tumors diag-

nosed between January 1, 1973 and December 31, 1995

within the state of New Mexico. This registry contains

all primary tumors diagnosed within the state and is not

selected by treatment center, treatment type, physician,

or referral pattern. From these cases, some were selected

for further analysis using identifiers for primary sites of

origin from thymus; anterior, posterior, or not otherwise

specified mediastinum; intrathoracic lymph nodes;

heart; peripheral nerves and autonomic nervous system

of the thorax. Primary tumors of the thyroid, parathy-

roid, airway, esophagus, and lung were excluded. Statis-

tical analysis was performed using Fisher exact test for

binary variables, Wilcoxon rank sum test for non-nor-

mally distributed data, life table analysis for survival

data, and Kruskal-Wallis analysis for age distributions.

Results

Two hundred nineteen patients with primary medi-

astinal malignancies were identified from a population

of 110,284 patients with primary malignant tumors.

From the Department of Surgery (Drs Temes. Follis. Pett, and Wernly), Division of Thoracic and Cardiovascular Surgery; the New Mexico Tumor Registry (Ms Chavez
and Dr Key); the Department of Medicine (Dr Crowell); and the Department of Radiology (Dr Ketai), University of New Mexico School of Medicine. Albuquerque, New
Mexico. Work performed at the University of New Mexico School of Medicine.

Reprint requests to R. Thomas Temes, MD, University of New Mexico, Department of Surgery, 2211 Lomas Boulevard NE, Albuquerque, NM 87131 (e-mail:

Ttemes@salud.unm.edu).
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TABLE 1 —Histologic Classification of Primary Mediastinal

Malignancies

Histology No. Pts. %

Lymphoproliferative .... 121 55

Hodgkin's 42

Non-Hodgkin's 79

Germ cell 34 16

Seminoma 17

Nonseminoma 17

Thymoma 31 14

Sarcoma 12 5

Neurogenic 6 3

Neuroblastoma 5

Ganglioneuroblastoma 1

Other 15 7

Total 219 100

Sixty-three percent were male (138/219) and 37% were

female (81/219). Median age was 47 years. Sixty-eight

percent (149/219) were non-Hispanic whites, 27%
(60/219) were Hispanic whites, 3% (6/219) were Native

American, and less than 2% were black or of other eth-

nicity. Histologic confirmation was present in 95% of

patients (209/219).

Table 1 shows tumor histology. A total of 5 1 histologic

subtypes were diagnosed. Lymphoproliferative malignan-

cies were most common and present in 55% of patients.

Other tumor classes, listed in decreasing order of fre-

quency, were malignant germ cell tumor in 16% of

patients, malignant thymoma in 14%, sarcoma in 5%, neu-

rogenic malignancy in 3%, and other malignancies in 7%.

Table 2 presents staging. Localized disease, defined

as a tumor confined entirely to the organ of origin, was

present in 40% of patients; regional disease, defined as

disease extending directly into surrounding organs or

tissues and/or involving regional lymph nodes, was pres-

ent in 27%; and distant disease, defined as tumor spread

TABLE 2.—Staging of Primary Mediastinal Malignancies

Histology Local (%) Region. (%) Distant (%) Unkn. (%)

Lymphoproliferative . . 60 (50) 22 (18) 35 (29) 4(3)

Hodgkin's . . 20 7 14 1

Non-Hodgkin's . .

.

, . 40 15 21 3

Germ cell .. 7(21) 13(38) 12(35) 2(6)

Seminoma .. 4 7 6 0

Nonseminoma .

.

.. 3 6 6 2

Thymoma ,. 5(16) 15(48) 9(29) 2(7)

Sarcoma .. 7(58) 1(8) 4(33) 0(0)

Neurogenic .. 3(50) 2(33) 1(17) 0(0)

Other .. 5 6 2 2

Total . . 87 (40) 59 (27) 63 (29) 10(5)

TABLE 3—Treatment Modalities for Primary Mediastinal

Malignancies*

Histology

Surgery

(%)

MED

(%)

XRT

(%)

No

Treatment

Lymphoproliferative . . 16(15) 85 (77) 58 (53) 11

Hodgkin's . 6 27 29 1

Non-Hodgkin's . .

.

. 10 58 29 10

Germ cell • 17(50) 26 (76) 15(44) 0

Seminoma . 6 12 7 0

Nonseminoma . .

.

. 11 14 8 0

Thymoma . 19(63) 13(43) 21 (70) 1

Sarcoma . 8(89) 6(67) 5(56) 3

Neurogenic . 5(100) 0(0) 1(20) 1

Other • 8(72) 2(18) 10(91) 4

Total • 73 (37) 132 (66) 110(55) 20

•Percentages are treated patients receiving modality as part or all of treatment.

to remote areas of the body, was present in 29%. Staging

was unknown in 5% of patients. In tumors other than

lymphoma, staging was localized in 28% (27/98),

regional in 38% (37/98), remote in 29% (28/98), and

unknown in 6% (6/98).

Table 3 lists treatments. Medical therapy (MED) was

used most commonly and was part or all of treatment in

66% of treated patients. Medical therapy consisted pri-

marily of chemotherapy, but by definition within the reg-

istry, also included any hormonal or immunotherapy.

Radiation therapy (XRT) was part or all of treatment in

55%, and surgery was part or all of treatment in 37% of

the total group and in 63% (57/90) of treated patients

without lymphoproliferative malignancies.

Table 4 lists survivals. Five-year survival was 51% for

the entire group. Survival was 54% for lymphoma, 51%
for malignant germ cell tumors, 49% for malignant thy-

moma, 33% for sarcoma, and 56% for neurogenic tumors.

Lymphoproliferative malignancies were subtyped as

Hodgkin's lymphomas in 35% and non-Hodgkin's

TABLE 4 .-Five-Year Survival Percentages by Histology of Primary

Mediastinal Malignancies

Histology Localized Regional Distant Overall

Lymphoproliferative .. 55 64 43 54

Hodgkin's . . 85 78 62 77

Non-Hodgkin's .

.

.. 39 59 30 43

Germ cell . . 37 53 48 51

Seminoma . . 36 86 46 62

Nonseminoma .

.

. . 33 17 50 40

Thymoma . . 100 62 0 49

Sarcoma .. 57 0 0 33

Neurogenic . . 67 0 0 56

Total .. 57 55 35 51
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lymphomas in 65% (Table 1). The most common lym-

phomas were nodular sclerosing Hodgkin’s disease in

26% (32/121) and large-cell diffuse malignant lym-

phoma in 26% (32/121). Fifty-seven percent (69/121) of

patients were male and 43% (52/121) female. There was

no significant difference in gender distribution between

Hodgkin's and non-Hodgkin’s lymphomas (22/42 vs

47/79 males, P > 0.5). The median age was 45 (range

2-96) years for all lymphomas; the median age for

Hodgkin’s was significantly younger than the median

age of non-Hodgkin’s (28 Hodgkin’s, range 11-71; 54

non-Hodgkin’s, range 2-96; P < 0.001).

Lymphomas were staged as localized in 50% of

patients, regional in 18%, remote in 29%, and unknown

in 3% (Table 2). In treated patients, MED was part or all

of treatment in 77% of patients (27/41 Hodgkin’s, 58/69

non-Hodgkin’s, P = 0.04); XRT was part or all of treat-

ment in 53% of patients (29/41 Hodgkin’s, 29/69 non-

Hodgkin’s, P = 0.001); and surgery was part or all of

treatment in 15% of patients (6/41 Hodgkin’s, 10/69 non-

Hodgkin’s, P > 0.5) (Table 3).

The five-year survival for patients with lymphoma was

54% (Table 4). Five-year survival for Hodgkin’s disease

was 77% and for non-Hodgkin’s lymphoma was 43% (P

< 0.001). Five-year survival of localized Hodgkin’s dis-

ease was 85% compared to 39% for non-Hodgkin's lym-

phoma (P - 0.001).

Malignant germ cell tumors were subtyped as semi-

nomas in 50% and nonseminomas in 50% (Table 1). The
most common nonseminomatous tumor was malignant,

mixed germ-cell tumor in 35% (6/17). Ninety-four per-

cent of patients were male (17/17 seminoma, 15/17 non-

seminoma, P > 0.5). Median age for the entire group

was 27 years (28 seminoma, range 19-56; 26 nonsemi-

noma, range 4—56; P > 0.5).

Germ cell tumors were localized in 21%, regional in

38%, remote in 35%, and unknown in 6% (Table 2). In

treated patients, MED was part or all of treatment in 76%
of patients (12/17 seminoma, 14/17 nonseminoma, P =

0.21); surgery was part or all of treatment in 50% of

patients (6/17 seminoma, 11/17 nonseminoma, P =

0.48); and XRT was part or all of treatment in 44% of

patients (7/17 seminoma, 8/17 nonseminoma, P = 0.48)

(Table 3). The overall five-year survival of all malignant

germ cell tumors was 5 1% (62% seminoma vs 40% non-

seminoma, P = 0.08) (Table 4).

Malignant thymomas occurred in 14% of patients

(Table 1). Fifty-eight percent ( 1 8/3 1 ) were male. Median
age was 60 years (range 28-82). Sixteen percent were

localized, 48% were regional, 29% were remote, and 7%
were unknown (Table 2). In treated patients XRT was
part or all of treatment in 70%, surgery was part or all of

treatment in 63% patients, and MED was part or all of

treatment in 43% (Table 3). The overall five-year sur-

vival of thymoma was 49% (Table 4). All patients with

localized disease (5/5), and no patient with distant dis-

ease (0/9) were alive at five years (P < 0.001).

Sarcomas were present in 5% patients (Table 1).

Fifty-eight percent (7/12) were male. Median age was 55

years (range 1 1-77). Fifty-eight percent were local-

ized, 8% were regional, and 33% were remote (Table

2). In treated patients, surgery was part or all of treat-

ment in 89% of patients, MED was part or all of treat-

ment in 67% of patients, and XRT was part or all of

treatment in 56% of patients (Table 3). Five-year sur-

vival was 33% (Table 4). No patient with regional or

distant disease was alive at five years (

P

= 0.08).

Neurogenic tumors were present in only 3% of

patients (Table 1). Neuroblastoma was present in 83%
and ganglioneuroblastoma in 17%. Thirty-three percent

(2/6) were male. Median age was less than 1 year (range

0-55). Fifty percent were localized, 33% regional, and

17% remote (Table 2). In treated patients surgery was

part or all of treatment in 100% of patients, XRT was

part or all of treatment in 20% of patients, and MED
was not used in any patient (Table 3). Five-year survival

was 56%. No patient with regional or distant disease was

alive at five years (P = 0.40) (Table 4).

Other tumors were present in 7% of patients (Table 1 ).

These consisted of malignant neoplasms not otherwise

specified in 53% (8/15); mesothelioma and carcinoid

tumor, each in 13% (2/15); and squamous carcinoma,

carcinoma not otherwise specified, and malignant small

cell tumor, each in 7% (1/12). None of these tumors were

felt to represent metastatic disease.

Table 5 shows comparisons within the entire series

between histologic types. There were significant differ-

ences in age and gender (P < 0.001), stage at presenta-

tion {P = 0.001), and in treatment with either MED or

surgery (P < 0.001). Despite these differences, overall

five-year survivals were not statistically different.

Discussion

Primary tumors and cysts of the mediastinum are

uncommon: they represent only 1/1076 to 1/3400 admis-

sions to tertiary care medical centers and approximately

3% of tumors within the chest. In collected series of

primary mediastinal tumors and cysts, 25% to 49% of

these lesions are malignant. 1,2 -
4_ 13 This group of 219

patients, 0.2% of patients within our registry, represents a

large series containing exclusively malignant primary

mediastinal neoplasms.

The reported frequency of histologies depends upon

the inclusion criteria of the series. Treatment or age

selection, inclusion of benign tumors and cysts, and

classification by anatomic location, tissue of origin, or

pathologic diagnosis will affect results. Our series

includes all patients with malignancies diagnosed within

New Mexico between 1973 and 1995. Cases were not

selected using any of these factors.

The gender distribution was relatively constant with

two notable exceptions. Germ cell tumors occurred

almost exclusively in males; only 6% of germ cell

tumors, and none of the seminomas, developed in

females. In contrast, 66% of neurogenic tumors occurred

in females. Otherwise, 58% of lymphoma, thymoma,
and sarcoma patients were male.
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TABLE 5.—Statistical Comparison Between Histologies (%)

Lymphoma Cerm Cell Thymoma Sarcoma Neurogenic P Value

Median age 45 27 60 55 1 <.001

Gender

Male 69 (57) 32 (94) 18(58) 7(58) 2(33)

<.001

Female 53 (43) 2(6) 13(42) 5(42) 4(67)

Stage

Localized 60(50) 7(21) 5(16) 7(58) 3(50)

.001

Regional 22(18) 13(38) 15 (48) 1 (8) 2(33)

Distant 35 (29) 12(35) 9(29) 4(33) 1(17)

Treatment

Radiation 58 (53) 15(44) 21 (70) 5(56) 1 (20) .15

Chemotherapy 85 (77) 26 (76) 13(43) 6(67) 0(0) <.001

Surgery 16(15) 17(50) 19(63) 8(89) 5(100) <.001

Survival

Overall (54) (51) (49) (33) (56) >.50

Localized (55) (37) (100) (57) (67) .33

Regional (64) (53) (62) (0) (0) .40

Distant (43) (48) (0) (0) (0) .02

Total 121 34 31 12 6

Histology varied notably by age (Figure 1). In the

first decade, neurogenic tumors were most common.
From the second to fourth decades, lymphoma and germ

cell tumors predominated. After the fifth decade, lym-

phomas and thymomas were most common. Unlike the

other tumors, sarcomas were evenly distributed in fre-

quency over the entire age spectrum.

The most common tumor in our series was lym-

phoma. Other studies have variably reported lymphoma,

germ cell tumors, thymoma, and primary mediastinal

carcinomas to be the most common malignant primary

mediastinal tumors. 1 -2 -4~8 - 12 - 14 Davis et al reported a series

containing 166 malignant mediastinal tumors, of which

lymphoma was most common and found in 37%. 8

Azarow et al reported the Walter Reed experience: lym-

phoma was the most common malignancy present in

45% of their 101 recent cases.
6 Cohen and co-workers

reported an earlier Walter Reed series of 84 patients with

malignant tumors: lymphoma was most common, present

in 43% of patients. Ovrum and Birkeland reported 34

malignant lesions of which lymphoma was most frequent

and present in 32% of cases.
12 Heimburger et al also

reported lymphoma to be the most common malignant

histology present in 24% of their 37 cases.
1 Other series

of primary mediastinal tumors report lymphoma to be

present in 15% to 36% of malignant lesions.
2 -4 -5 -911 - 14 - 15

We found Hodgkin’s disease in one third of lym-

phomas and non-Hodgkin’s lymphoma in the remainder.

Hodgkin's disease, usually nodular sclerosing, has been

reported previously in 15% to 86% of mediastinal lym-

phomas.45 -8 Our most common subtypes were nodular

sclerosing Hodgkin’s and large-cell diffuse malignant

lymphoma, each in 26%. Others have also found nodu-

lar sclerosing Hodgkin's or large-cell diffuse malignant

lymphomas to be the most common subtypes of primary

mediastinal lymphomas. 9 - 10 - 15 - 16 Our patients with

Hodgkin’s disease were significantly younger at presen-

tation, treated more commonly with XRT and less often

with MED, and had significantly better five-year sur-

vivals than patients with non-Hodgkin’s lymphomas.

Mediastinal germ-cell tumors arise from malignant

transformation of mediastinal primordial germinal ele-

ments. Only 1% to 3% of germ cell tumors occur within

the mediastinum; 42% percent to 50% of these tumors

are malignant. 3 -6 -8-~ 10 - 13 We found malignant germ cell

tumors in 16% of our patients with malignant mediasti-

nal tumors. Wongsangiem reported germ cell tumors in

47% of 62 patients with primary mediastinal malig-

nancy.
4 Adkins and colleagues noted germ cell tumors in

29% of 38 malignant lesions.
5 Other studies have

reported germ cell tumors to represent 3% to 14% of pri-

mary malignant mediastinal lesions.
1 -2 -6-91 1-14

Seminoma is the most common malignant germ cell

tumor of the mediastinum and has been reported to

occur in 21% to 50% of malignant mediastinal germ cell

tumors.4 -5 -7-1013 We found seminoma in 50% of our

patients. Despite all seminoma patients being male,

there were no statistical differences between genders of

seminomas and nonseminomas. Staging and treatment

were also similar, but the five-year survival of 62% for

seminomas was better than the 40% for nonseminomas.

Other studies have reported overall five-year survivals of

45% for malignant germ cell tumors and 58% to 82% for

seminomas. 3 -5 -813

Malignant thymoma occurred in 14% of our patients.

Thymoma was reported by Conkle and Adkins to be

present in 26% of 43 patients with malignant lesions.
14

Rubush et al found thymoma in 59% of 61 patients
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Figure 1 .—Frequency of histologic types by age.

reported.
2 Nandi et al reported thymoma in 20% of 26

malignant tumors." Others studies have reported malig-

nant thymomas to represent 11% to 31% of primary

malignant mediastinal masses. 1,4-8,12

Thymomas are classified as malignant when the

tumor invades into or beyond the capsule: This is

reported in 39% to 46% of cases.4,813 Because no evi-

dence shows intrinsic differences between benign and

malignant thymoma, abandoning this classification and

considering all thymomas malignant has been recom-

mended. 3 13 Noninvasive thymomas have been shown to

have better survival than invasive thymomas. Only inva-

sive thymomas are entered into the SEER registry,

resulting in lower total numbers, lower resectability

rates, and lower survivals than other reports in the liter-

ature. Surgical resection of thymomas has been per-

formed in 82% to 100% of selected cases in previous

reports, but only two thirds of our patients received

surgery.4,914 We found localized invasive thymoma had a

significantly better survival rate than higher-stage inva-

sive thymoma. Inclusion of only higher-stage thymomas
resulted in a lower overall survival of 49% at five years

than the 65% to 79% previously reported.
5,13,17-19

We found sarcoma in 5% of our cases. Other studies

have reported sarcomas in 2% to 8% of malignant pri-

mary mediastinal tumors. 1,2,4,7,8,10-14 Surgery was the pri-

mary treatment in 89% of treated patients. Five-year

survival was significantly better for patients with local-

ized tumors than for those with higher-stage sarcoma.

Neurogenic tumors are reported to be the most com-
mon primary mediastinal tumor in children; rates vary in

adult series.
3,6,10,13 Six percent to 28% of these lesions are

malignant overall.
8-10 We found malignant neurogenic

tumors in 3% of our series. Other studies have reported

neurogenic tumors in 2% to 21% of primary mediastinal

malignancies.
1-8,10-14 Almost all tumors were neuroblas-

tomas occurring in infants. Surgery was used in all treated

patients. Overall five-year survival for our series was

56%, and only patients with localized disease survived.

Seven percent of patients had other, uncommon pri-

mary mediastinal malignancies. Others have reported

primary carcinoma of the mediastinum in 7% to 30% of

tumors. 1,5 7,10,12 Primary carcinoma of the mediastinum is

poorly defined, however, and some cases may represent

metastatic disease from unknown primaries. Many of

these tumors in older series were misdiagnosed prior to

the advent of modern pathologic diagnostic techniques. 5

The prevalence of tumors in our series varied from

some previously published reports. The rates of tradi-

tionally nonsurgical tumors such as lymphoma and

malignant germ cell tumors are higher, and the rates of

traditionally surgical diseases such as thymoma and neu-

rogenic tumors are lower. The large number of patients

in our study, the modem period under examination, the

exclusion of benign tumors and cysts, and the absence of

selection bias suggests our results are representative of

the actual distribution of malignant mediastinal tumors.

This study demonstrates significant differences in

demographics, stage at presentation, and treatment

between histologies in a contemporary group of patients

with these unusual tumors. Despite these differences,

survival rate between histologic groups are not

statistically different. The low incidence of these tumors

suggests future use of tumor registries, and multi-institu-

tional approaches may improve our experience and

understanding of these tumors. The relatively poor five-

year survival rate suggest further advances in treatments

are needed. Just as with other thoracic malignancies,

treatments may take the form of multimodality

approaches in the future.
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Articles

Physical Fitness, Aging, and Sexuality

WALTER M. BORTZ, II, MD, Palo Alto, California; DOUGLAS H. WALLACE, PHD, San Francisco, California

Sexuality is a major quality-of-life issue, even into advanced age. Although relatively few studies have

addressed sexuality, most studies have emphasized the decline in both sexual performance and satis-

faction with aging. In an effort to assess possible positive modifiers of the decline, we included ques-

tions concerning sexuality in a multipurpose 90-item questionnaire submitted to members of the Fifty

Plus Fitness Association based in Stanford, California. This group is unique in its commitment to a very

active lifestyle and has served as a cohort for many prior studies related to fitness and medical out-

comes. Sixty-seven percent of the membership returned the mail questionnaire, and 59% of these re-

spondents replied to the sexually relevant items. The results indicated a high level of sexual activity

and satisfaction in both older men and women of the Fifty Plus Fitness Association members. Further,

sexual satisfaction seemed to correlate with the degree of fitness. We conclude that physical fitness

and high levels of sexual activity are mutually supportive elements of successful aging.

(Bortz WM II, Wallace DH. Physical fitness, aging, and sexuality. West
]
Med 1 999; 1 70:1 67-1 69)

Everyone wants to live longer if the latter years are

replete with the vitality, virtues, and values of young

life. A long life of high functional capacity until the

moment before death is the universal ideal.

Conversely, biologic, cognitive, and social decrements

clearly cast the prospect of aging in a dim light.
1 One of

the most prominent losses is the decline in sexual func-

tioning in older people of both sexes.
2^4 For the male

such loss is due predominantly to problems with erectile

competence. For the female the loss is tied closely to

untreated menopausal conditions and to decreased social

opportunity.
5 Both genders identify a desire for more sex-

ual activity than they are experiencing. In other words,

what they report as usual is not successful.
6

Methods

In an effort to characterize behaviors that might

improve late-life sexuality, we included questions

regarding sexual activity and sexual satisfaction within a

90-item questionnaire submitted to the membership of

the Fifty-Plus (50+) Fitness Association, an organiza-

tion of older persons who are bonded by the pursuit of a

physically active mode of life. The association com-
prises about 2,000 members nationwide, who share a

common interest in demonstrating the effects of a phys-

ically active lifestyle on the health and well-being of

older persons. The age range of the membership is

50-94 years; the average age is 61.7 years. Eighty-five

percent of the members are college graduates, and they

pursue a wide range of sports activities of which jog-

ging, biking, and walking are most commonly reported.

Only a few elite athletes are part of the group. The
organization has served as a cohort in numerous major

research projects dealing with mortality
7 and several dis-

ease states such as cardiovascular, musculoskeletal, and

psychologic conditions.

The data reported here are part of a larger longitudinal

study funded by the StairMaster Corporation (Kirkland,

Washington), in which the 50+ fitness group is coupled

with the long-established College Alumni Study under

the leadership of Dr Ralph Paffenbarger of the Stanford

University School of Medicine and the Harvard School

of Public Health.
8 The 50+ group is contrasted with the

less-active alumni group in numerous health outcome

measurements, some of which are reported elsewhere.
4

Questions regarding sexuality were included in the

questionnaire that was sent to the 50+ fitness group, and

these questions allowed an opportunity to generate

unique information regarding aging, sexuality, and phys-

ical fitness.

The questionnaire was mailed to all members of the

50+ Fitness Association and returned to the office.

Sixty-seven percent of the membership returned the

questionnaire, and 59% of the 1,039 returned forms con-

tained responses to the sexually related items.

One question requested information on the frequency

per week of bouts of intimacy—we presume that

From the Palo Alto Medical Foundation, Stanford University School of Medicine, Palo Alto, California (Dr Bortz); and the Department of Psychiatry, University of
California, San Francisco, California (Dr Wallace).

Reprint requests to Walter M. Bortz. II, MD, Palo Alto Medical Foundation, 300 Homer Ave, Palo Alto, CA 94301.
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Table 1 —Frequency of Intimacy and Intercourse Per Week by Age and Sex

*

Aged 50-59 Aged 60-69 Aged 70+

Times Per Week Female (n - 176) Male (n = 178) Female (n = 157) Male (n = 321) Female (n = 56) Male (n = 134)

0 28% [28%] t 1 1% [1 4%] 39% [42%] 1 6% [21 %] 62% [64%] 21% [29%]

<1 19 [22] 16 [27] 20 [27] 28 [36] 10 [20] 25 [35]

1-2 32 [38] 46 [43] 27 [24] 33 [35] 15 [10] 35 [32]

3+ 21 [11] 28 [15] 14 [7] 22 [7] 13 [6] 18 [3]

Not applicable n=26 n = 4 n= 30 n=14 n = 1 6 n= 8

•Survey questions were: "In an average week, how frequently do you have sexual intimacy?" and ",
,

,

how frequently do you have sexual intercourse?"

tNumber equals percentage frequency of intimacy of applicable respondents. Brackets represent percentage frequency of intercourse.

intimacy is kissing, hugging, massage, and activities

including but not limited to sexual intercourse.

Results

Table 1 shows the weekly frequency of sexual inti-

macy and intercourse of the 50+ Fitness Association

members according to age group and gender. The “not

applicable” group represents those without a sexual part-

ner and is excluded from the calculated percentages. A
substantially higher percentage of female members lack

a partner. Also shown is the high frequency of sexual

expression by both sexes: 53%, 41%, and 28% of

females reported one or more bout of sexual intimacy

per week for the 50-59, 60-69, and 70+ age groups,

respectively. The corresponding figures for the males are

74%, 55%, and 53%. The data for sexual intercourse are

somewhat less than that for intimacy, yet still reflect

robust sexuality even past age 70. For men and women,
the frequency of intimacy and intercourse declines with

age. but the men have a higher frequency at all ages.

Over 60% of the women over 70 report no intimacy or

intercourse per week, whereas less than half this per-

centage (29%) of male respondents do.

Similarly, when degrees of satisfaction with one's sex

life were assessed, 44% of all females expressed satis-

faction, and 33% expressed dissatisfaction (Table 2).

The men reported 61% satisfaction and 29% dissatisfac-

tion. We should note that these calculations include even

those with no sexual partners. Presumably, if only those

with partners were considered, then the satisfaction per-

centages would have been higher. Furthermore, the

aging process does not seem to affect satisfaction despite

a clear decline in frequency both in bouts of intimacy

and intercourse.

Discussion

An earlier survey of a smaller number of 50+ Fitness

Association members over the age of 70 revealed that

60% of the males {n = 26) rated their sexual activity as

good, 28% fair, and 17% poor. 10 Similar figures for the

five respondent females over 70 years of age were 40%,
40%, and 20%, respectively.

In an effort to see whether there may be an associa-

tion between the degree of fitness as estimated by the

50+ Fitness Association members and their frequency

of intimacy, we found the data to reveal that improved

fitness levels are positively associated with frequency of

sexual intimacy. Thirty percent, 38%, and 66% of the

females reported one or more bouts of sexual intimacy

per week for the least, middle, and most fit groups,

respectively. The corresponding figures for the men are

46%, 60%, and 63%. Interestingly, improved fitness also

TABLE 2.—Satisfaction with Sex Life

Aged 50-59 Aged 60-69 Aged 70+

How Satisfied Female (n = 1 70) Male (n= 182) Female (n = 1497) Male (n = 322) Female (n = 48) Male (n= 137)

Very 8% 32% 25%, 27% 25% 31%

Somewhat 21 37 20 31 6 29

Neither 19 7 20 10 42 13

Dissatisfied 18 14 19 24 19 20

Very dissatisfied . . .

.

12 10 16 6 7 7
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showed a strong postive correlation with the degree of

sexual satisfaction in men, but not in women.

We fully acknowledge methodologic limitations of

this survey. The respondents are self-selected and are by

definition not representative of the community at large.

Furthermore, the questions were not statistically vali-

dated, and so, the data must be interpreted with this in

mind. We did not have a control group; we have, how-

ever, sampled a less physically active group drawn

largely from the same geographic area, age group, and

educational background.

The relationship of sexuality to longevity compels

interest. A Swedish study found that males, but not

females, who had discontinued intercourse had elevated

death rates." Recently, a report titled Sex and Death:

Are They Related? was published by the Department of

Epidemiology and Public Health at the University of

Bristol and Queen’s University in Belfast and concerns a

survey conducted in 1979-1983 of 1,222 men aged

45-59. 12 The group consisted of the entire similar-aged

male population of a town, Caerphilly, in South Wales.

At recruitment, a standard history and physical exami-

nation was carried out and a set of questions regarding

frequency of sexual intercourse was asked by a medical

interviewer. Seventy-five percent of the men (n = 918)

responded to the sexuality question. A 10-year follow-

up of the respondents revealed that 150 men had died

(16%). When age was adjusted, the men who were in the

sexually active group had half the mortality of the inac-

tive group, suggesting a dose-response type of relation-

ship. This result is similar to one report by Palmore at

Duke, 16 years ago. 13

The Belfast results were adjusted for social class, blood

pressure, smoking, cholesterol, and heart disease history,

but physical activity was not considered. Perhaps the sur-

vivors were physically active in addition to their increased

rate of intercourse, and the exercise may have been the

modulator, and the sexuality only an associated factor.
12

Our study seeks to include physical activity as well

as sexuality in the life-span equation. Although we do

not have specific mortality data versus the other vari-

ables in our group, we know that the overall mortality

of the 50+ Fitness Association is only 30% of an inac-

tive control group.
7

Furthermore, the 50+ group is more sexually active

than earlier reports indicated. Establishing causal rela-

tionships—whether the greater fitness facilitated more
sexual activity, or the reverse, or whether both are reflec-

tions of other functions, which are still not understood—
is not possible.

The information we mentioned deals largely with

men. The story for women may be different. The cited

Duke study revealed that female longevity was associated

with enjoyment of intercourse rather than its frequency.
13

The membership of the 50+ Fitness Association has

a low incidence of early mortality.
7 They also have been

shown, in this study, to have high levels of sexual activ-

ity. Therefore, the three dimensions of age, physical

activity, and mortality are related. The causal sequence

is uncertain. We encourage the clinician to include ques-

tions regarding sexuality when taking the medical his-

tory of older persons, and if problems are revealed, to

suggest that a program of physical exercise may be a

valuable prescription.

An editorial in the British Medical Journal observed

“what we thought was bad for you may actually be good

for you, but it may not be good to tell you in case you do

it too much, and it is certainly not good to tell you it is

good for you if you do too much of it already.”
14
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Alerts, Notices, and Case Reports

Alternating Transient Dense
Hemiplegia Due to Episodes

of Hypoglycemia

MUHAMMAD A. WATTOO, MD
HANS H. LIU, MD, FACP
Philadelphia, Pennsylvania

Acute onset of hemiplegia is a common presentation of

cerebrovascular accident. Rapid reversal of this focal neu-

rologic deficit may occur with transient ischemic attacks.

However, hypoglycemia has been reported only rarely as

a cause of reversible motor deficits. We now report the

first case of a patient with alternating right and left dense

hemiplegia related to episodes of hypoglycemia.

Report of a Case

A 69-year-old African American male with a medical

history of hypertension, congestive heart failure, chronic

renal insufficiency, anemia, and myocardial infarction in

1988, was diagnosed as having type II diabetes mellitus.

One week prior to admission, he was started on glyburide

5 mg orally once a day. There was no prior history of

cerebrovascular insufficiency, migraine headache, or

seizure disorder. His family history was noncontributory.

Approximately 18 hours prior to admission, the

patient developed gradually worsening slurring of

speech and right-sided motor weakness. He initially

ignored these symptoms, but on waking up the following

morning, he was unable to move the right side of his

body. There was no history of nausea, vomiting,

headache, trauma to the head or body, chest pains, fever,

chills, shortness of breath, or seizure activity associated

with this episode. The patient previously had been

independent in his daily activities and lived alone with-

out assistance. He drank alcohol socially, but he had

stopped smoking eight years before and denied other sub-

stance abuse. Medications upon admission were: aspirin

325 mg daily, isosorbide dinitrate 10 mg three times a

day. digoxin 0.125 mg daily, furosemide 40 mg daily,

hydralazine 25 mg three times a day, and the glyburide.

(Wattoo MA, Liu HH. Alternating transient dense hemiple-

gia due to episodes of hypoglycemia. West
J
Med 1999;

170:170-171)
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In the emergency room, the patient was alert, oriented,

and cooperative with examiners. His speech was slurred,

and he was unable to move the right side of his body.

Vital signs were: blood pressure 192/88 mm Hg (left

arm, supine, without orthostasis); heart rate 85 beats per

minute and regular; respiratory rate 22 per minute and

unlabored; and temperature 96.8°F. Pulse oximetry

revealed an oxygen saturation of 98%, and a fingerstick

blood glucose determination was 1.39 mmol/liter

(25 mg/dl). The patient was pale and had trace ankle

edema bilaterally. His cardiovascular examination was

notable for a soft, systolic murmur along the left sternal

border and bilateral femoral bruits. There were no

carotid bruits. Chest and abdominal examination find-

ings were normal. On neurological examination, his

speech was slurred but intelligible, there was right facial

weakness, his upper and lower extremity motor strength

was 0 of 5 on the right, and his right toe was up-going.

The remainder of his cranial nerve examination and sen-

sory and cerebellar function tests were within normal

limits.

Laboratory data were: hemoglobin 1.02 mmol/liter,

hematocrit. 0. 197, mean corpuscular volume 90 fl, white

blood cell count 8,100/pl, platelets 200,000/|al, reticulo-

cyte count 0.8%, prothrombin time and partial thrombo-

plastin time within normal limits; urea nitrogen 22.5

mmol urea/liter, creatine 531 pmol/liter, sodium 143

mmol/liter, potassium 4.7 mmol/liter, chloride 120

mmol/liter, bicarbonate 16.2 mmol/liter, anion gap 7

mmol/liter, glucose 1 .66 mmol/liter (30 mg/dl), calcium

2.2 mmol/liter, phosphate 1.2 mmol/liter. His liver func-

tion tests were within normal limits, but a creatine phos-

phokinase (CPK) was elevated at 686 U/liter. A digoxin

level was 0.62 nmol/liter. Head computerized tomo-

graphic (CT) scan did not reveal any abnormalities.

The patient was given two 50-ml ampules of 50%
dextrose in water intravenously, and his speech and

right-sided motor function returned to normal within

10 minutes.

Following admission, the patient was monitored with

telemetry and frequent vital sign determinations. He was

given intravenous 5% dextrose in 0.5% saline. Subse-

quent glucose determinations were in the range of

2.22-5 mmol/liter (40-90 mg/dl). Acute myocardial

infarction was excluded by serial cardiac enzyme deter-

minations. After six hours of hospitalization, the patient

again developed slurred speech and manifested hemiple-

gia, this time involving the left side of his body. This

episode occurred in the presence of a physician, and a

detailed neurologic examination at that time confirmed

left facial weakness and dense left hemiplegia. Motor

strength was normal on the right side during the second

episode. The patient’s vital signs were stable, but a fin-

gerstick determination again revealed hypoglycemia

with a glucose level of 1.89 mmol/liter (34 mg/dl). Two
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50-ml ampules of 50% dextrose in water were adminis-

tered, and the speech and left-sided neurologic deficit

resolved before the second ampule was completely

infused. Cardiac telemetry remained normal during the

episode. A repeat CT scan of the patient’s head was nor-

mal as were Doppler studies of his carotid blood flow.

The patient subsequently remained asymptomatic and

was discharged on his regular medications, except gly-

buride, to follow up with his primary care physician.

Discussion

Hypoglycemia may result in two categories of symp-

toms, adrenergic and central nervous system. The former

include pallor, sweating, tremors, tachycardia, hunger,

and anxiety. Central nervous system symptoms, also

called “neuroglycopenia,” include headache, dizziness,

visual problems, confusion, erratic behavior, convul-

sions, and loss of consciousness. Motor dysfunction is

rarely seen. There can be a stereotypic subset of symp-

toms with repeated events. None of the above-mentioned

symptoms are specific for hypoglycemia, and a broad

differential of structural and metabolic etiologic factors

exists.

Adrenergic symptoms are usually evident when
blood glucose rapidly falls to a low level. This circum-

stance, however, may not happen in patients with long-

standing diabetes. Gradual decline of blood glucose to

hypoglycemic levels is also more likely to result in cen-

tral nervous system dysfunction without an adrenergic

component. 1,2

Many studies in healthy individuals have defined the

sequence of events that accompany an insulin infusion

and fall in glucose level. Neurologic symptoms generally

develop at blood glucose levels below 2.5 mmol/liter

(45 mg/dl), and major dysfunction may be expected

below 1.1 mmol/liter (20 mg/dl). In diabetics, consider-

able variation may be seen depending on chronicity of

the disease and prior control of blood sugar component. 1

Reversible or irreversible hemiparesis is a recognized

but rare symptom of neuroglycopenia. 3 A clinical review

of 29 documented cases by Forster and Hart indicated

that 75% of patients were on insulin and 14% were on

oral agents for blood glucose control.
4 Right hemipare-

sis was more common than left-sided involvement.

Episodes could reoccur on the same side and last for a

few hours or even days. An elderly population with a

previous history of cerebrovascular accident was more
likely to be afflicted.

The mechanism of hypoglycemic hemiplegia has not

been well-documented. The brain is a highly metabolic

organ, which uses glucose as its exclusive energy source.

Under hypoglycemic conditions, the energy demand is

met by oxidation of cerebral lipids and proteins and may
result in brain damage. 5 Several theories may explain the

pathogenesis of a hypoglycemia-associated motor
deficit. Structural narrowing of blood vessels that supply

a particular portion of the brain could result in even

lower levels of glucose during generalized hypogly-

cemia.6 Angiographic studies, however, have failed to

support this theory.
7 Hypoglycemia may act on a cere-

bral vasomotor center to cause vasospasm in the smaller

cortical vessels.
5,7 A third theory attributes local vulner-

ability to hypoglycemia to differences in cellular metab-

olism and vascular supply. Both clinical and anatomic

studies have demonstrated this theory, but the studies do

not completely explain the phenomenon.

Conclusions

In the case presented, hypoglycemia was likely the

result of an exaggerated effect of glyburide due to

diminished renal clearance. The patient’s central ner-

vous system deficits were rapidly reversible by the

administration of intravenous glucose. Results of carotid

Doppler studies and two computerized tomograms of his

head were negative for structural lesions. Finally, alter-

nation of the side of the body involved in two closely

occurring episodes of hypoglycemia suggest that vascu-

lar spasm and/or differences in local metabolism rather

than fixed anatomic lesions may have played a role in

our patient’s symptoms.

We conclude that hypoglycemia should be considered

in the differential diagnosis of any patient presenting

with a change in mental status or central nervous system

deficits. This includes patients with significant focal

neurologic deficits such as hemiparesis/hemiplegia,

which would generally be considered signs of cere-

brovascular compromise. As in the presented case,

hypoglycemia and its sequelae may be rapidly reversed

if diagnosed early. Awareness of the possibility of hypo-

glycemia may be extremely important in diagnosing

patients who are unable to provide any medical history

upon initial encounter.

If hypoglycemia is suspected as the cause of neuro-

logic deficits, 10-20 ml of blood should be drawn

beyond that needed for glucose determination and rou-

tine investigations. Additional analysis, including

insulin, C-peptide, cortisol, and sulfonylurea levels, can

then be determined as appropriate. Other tests, such as

carotid Doppler studies, computed tomography, magnet-

ic resonance imaging, or positron emission tomography

of the head, or angiography, may be indicated for further

evaluation.
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Pathologic Fracture Occurring
22 Years After Diagnosis of

Hairy Cell Leukemia: Case
Report and Literature Review

KENNETH S. SNELL, MD
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KARLA SENDELBACH, MD
ROY MARTINO, MD
Mobile, Alabama

Hairy cell leukemia (HCL) is a chronic B-cell lym-

phoproliferative disorder that accounts for approximately

2% of all leukemias. 1 - 2 The typical clinical picture

consists of a man with a median age of between 50 and

55 years with splenomegaly, a varying degree of pancy-

topenia without lymphadenopathy, and characteristic

hairy cells in peripheral blood and bone marrow. 1 - 2 Bone

lesions, having an incidence of 3%, are an uncommon
complication of HCL. 1

3

We present a patient who devel-

oped a pathologic fracture 22 years after his initial diag-

nosis. We also provide a review of the literature on this

rare complication of HCL.

Case Report

The patient is a 67-year-old man first diagnosed with

HCL in November 1973. He underwent splenectomy in

January 1974, and was treated with single-agent, chlo-

rambucil therapy from November 1979 to February

1981. His HCL therapy was reinitiated in April 1988,

with interferon alpha-2b and was discontinued in July

1989, after achieving an impressive partial response in

the abdominal lymph nodes on computed tomographic

(CT) scan. Evidence of recurrent disease in the abdominal

lymph nodes led to the reinitiation of interferon alpha-2b

therapy in December 1990. This therapy was continued

until December 1992, when the patient made an

informed decision to discontinue the interferon alpha-2b

therapy, despite having achieved another partial

response in the abdominal lymph nodes.

On July 1 1996, while working on his lawnmower,

the patient noted a severe, sharp, stabbing pain in the

right proximal leg. The pain started just above the knee

and spread to involve the area between the groin and the

knee. The patient went to his primary care physician and

was referred to a neurologist, who diagnosed a painful

mononeuropathy. The patient developed proximal leg

weakness and swelling of the right leg and foot over the

ensuing month. On July 1 2, 1 996, a CT scan of the chest.

(Snell KS, O'Brien M, Sendelbach K, Martino R. Pathologic

fracture occurring 22 years after diagnosis of hairy cell

leukemia. West
]
Med 1 999; 1 70:1 72-1 74)
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abdomen, and pelvis showed no changes to suggest pro-

gressive HCL. Laboratory evaluation on July 16, 1996,

showed a normal serum calcium of 2.35 mmol/liter (ref-

erence: 2.15-2.50 mmol/liter) and a normal serum-

alkaline phosphatase of 72 U/liter (reference: less than

250 U/liter).

On August 1, 1996, the patient was sent to the Uni-

versity of South Alabama Medical Center for oncologic

evaluation. On physical examination, the patient's right

leg was extremely tender to palpation, particularly in the

area of the proximal femur. The range of motion of the

right hip joint was severely limited by pain. The patient

was unable to bear weight on his right leg. No peripheral

lymphadenopathy was noted on examination. Antero-

posterior radiograph of the right pelvis and femur (Fig-

ure 1) showed shortening of the neck of the femur with

overlap, which is consistent with a femoral neck frac-

ture. A cemented bipolar arthroplasty was subsequently

performed on the right hip. At the time of surgery, the

greater trochanter was found to be separated from the

femoral neck. The proximal femur was noted to be

grossly tumorous. A large mass was removed from the

proximal femur and greater trochanter. Pathologic eval-

uation of the specimen found a leukemic infiltrate com-

pletely filling the marrow space in the femoral head and

present in fragments of the femoral neck. The leukemic

infiltrate abutted thinned, bony trabeculae and areas of

necrosis (Figure 2). Flow cytometry studies revealed a

monoclonal, B-cell population positive for HLA-DR,
CD45, CD 19, CD20, CD22, and, most significantly,

CD1 lc and CD25. The population showed kappa light

chain restriction. The leukemic infiltrate also had the

cytologic features of HCL. Immunohistochemical stains

for acid phosphatase and for tartrate-resistant acid phos-

phatase were positive on the tumor cells.

The patient received no further treatment and recovered

without further complications. A bone scan in November

1997 showed no abnormalities aside from the patient’s

right hip replacement. As of June 1997, the patient contin-

ued to do well, with no further complaint of bony pain and

no further treatment for his HCL as of that time.

Discussion

We found 32 patients with bony complications of

HCL reported in the English literature,
3 ' 17

as well as

others reported in the non-English literature.
18 " 21 The

frequency of these complications is reported to be

between 0%22 and 13%.9 The largest case study report-

ed an incidence of 3%, or in 8 of 267 HCL patients.
3 In

contrast, multiple myeloma has a bone lesion frequency

of 79%,23 and other malignant lymphomas have an

intermediate frequency of about 27%. 24 The first 3 doc-

umented cases of osteolytic bone lesions in HCL
patients were presented in 1977. 4 These patients had

been diagnosed with HCL two to three years prior to the

publication of the report, and two out of the three

patients had lesions located in the femoral neck region.

The interval between diagnosis of HCL and develop-
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Figure 1.—This anteroposterior radiograph of the right proxi-

mal femur demonstrates a shortening and angulation (white

arrow) of the neck of the femur with overlap consistent with a

femoral neck fracture.

ment of bony lesions can vary greatly. The lesion can be

the initial symptom of HCL3 - 7 - 1116,17 or may not present

for up to 73 months. 3 Our patient presented 22 years

after his diagnosis, which is the longest documented

interval between a diagnosis of HCL and the develop-

ment of a bone lesion. This case demonstrates the need

for diligent long-term follow-up of cancer patients by

their primary care physicians. Localized pain is com-
mon to all documented cases, but the pain may precede

skeletal roentgenographic abnormalities. 5 ’681417 Labo-

ratory evaluation of the documented patients revealed

normal serum calcium and alkaline phosphatase levels,

and the same results were obtained in the case we are

presenting. A few documented cases have reported

alkaline phosphatase elevations associated with the liver

instead of bone.4,7 -814

The HCL-associated bony lesions have a predilection

for the axial skeleton, with the femoral head, neck, or

both accounting for 24 in 31, or about 77% of the cases.

This also holds true for the case we are presenting. Other

sites include the skull, vertebrae, ribs, humerus, pelvis,

tibia, and fibula. As in the present case, the right side is

predominantly affected by the lesions. Reported skeletal

roentgenographic abnormalities occurred in five different

patterns. The predominant pattern is that of an osteolytic

lesion occurring in about 77% of the cases (24 of 31).
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Figure 2.—A medium-high-power view of the femoral neck

shows marrow space (adjacent to a bony trabeculae) completely

replaced with a uniform population of cells. These cells have

nuclei slightly larger than mature lymphocytes and delicate,

"feathery" cytoplasm. These are the "hairy cells."

The lesions can present with either well-defined or

poorly-defined margins. Diffuse demineralization of the

bone is the next most common pattern, reported in 5 of

31 cases.
9141718 The demineralization can be wide-

spread, local, or associated with an osteolytic lesion.

Demeter and colleagues 17 presented two patients com-

plaining of bone pain, both of whom had demineraliza-

tion lesions and overall decreased bone density.

Osteosclerosis occurs infrequently—only four cases have

been reported—and presents in a diffuse pattern.
141618

Hudson and colleagues 18 reported an increased bone den-

sity associated with the osteosclerotic lesion. Isolated

necrosis of the femoral head has been reported in three

cases and was the direct cause of a fracture in two of the

cases.
3 -9 '

17 Osteoblastic lesions occur least frequently;

there are only two reported cases.
714

In both cases, the

lesion was focally osteolytic, creating a mixed pattern.

In all reported cases, no cortical bone destruction or

periosteal reaction was documented. Marcelli and col-

leagues 15 did report abnormal bone remodeling and a

significant increase in bone resorption in three cases.

In the evaluation of bone pain, skeletal roentgeno-

graphic studies are the most commonly used technique.

Bone scans have been reported to be very effective in sup-

porting roentgenographic findings and have been reported

to document lesions when roentgenographic studies were

normal.316 ’23 A positive bone scan shows increased, radio-

nuclide uptake in the area of bony involvement. Magnetic

resonance imaging (MRI) scans with T1 -weighted images

have been used increasingly to confirm lesions found on

both roentgenographs and bone scans.
1314 The MRI scans

show non-homogeneous decreases in signal intensity,

which are interpreted as hairy-cell infiltration. In the future

MRI scans may be used to evaluate further those patients

who have multiple areas of bone pain and normal-appear-

ing roentgenographs.



1 74 WJM, March 1 999—'Vo I 1 70, No. 3 Alerts, Notices, and Case Reports

Treatment of the patient with HCL bony involvement

has been most successful with radiotherapy. The rad

level has varied from 1.500' to 6.000,
4 with 2.000 to

3,000 being the most common level used. Interferon

alpha has been the most commonly used chemothera-

peutic agent, and the results are well documented. Arkel

and colleagues 10 also reported improvement in bone pain

and roentgenograph abnormality with prednisone therapy

alone.

In summary, our 67-year-old patient presented with

bony involvement by HCL 22 years after HCL diagno-

sis and 3.5 years after his cessation of interferon-alpha

treatment for HCL. This is the longest documented

period between HCL diagnosis and subsequent bony

involvement by the disease. This case demonstrates the

need for diligent, long-term observation of HCL
patients by primary care physicians and other health

care professionals. Any complaint of bone pain by a

patient with a hematological cancer should be evaluated

fully with radiographic methods.
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Endotracheal Intubation and
Mechanical Ventilation

Following Respiratory

Arrest From High Altitude

Pulmonary Edema

JAMES A. LITCH, MD, DTMH
Solukhumbu District, Nepal

High altitude pulmonary edema (HAPE) is a severe

form of altitude illness occurring in some inadequately

acclimatized individuals as a result of rapid ascent to

high altitude. HAPE is a noncardiogenic pulmonary

edema that may be rapidly fatal and can occur with or

without prodromal symptoms. Fast recovery is com-

mon, however, with early recognition and descent to a

lower altitude.
1

Endotracheal intubation and mechanical ventilation

are indicated in a variety of pulmonary, cardiovascular,

and neurologic disorders to optimize ventilation and

oxygenation as well as protect the airway. : The role of

prehospital intubation in the management of severe

HAPE has not been previously discussed in the litera-

ture. This report presents a case of persistent HAPE that

resulted in cardiopulmonary arrest following a 2,300

meter descent. The case was managed with endotracheal

intubation and manual mechanical ventilation performed

(Litch JA. Endotracheal intubation and mechanical ventila-

tion following respiratory arrest from high altitude pul-

monary edema. West
J
Med 1 999; 1 70:1 74-1 76)

From the Himalayan Rescue Association. Kathmandu, Nepal.

Reprint requests to James A. Litch, MD, DTMH, Kunde Hospital, do The Hi-

malayan Trust. PO Box 224. Kathmandu. Nepal (e-mail: jlitch@yahoo.com).
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while the patient was in a remote area of the Nepal

Himalaya.

Report of a Case

A 38-year-old Sherpa man, who was employed as a

high-altitude porter for a commercial expedition and

had a history of HAPE on a previous expedition,

ascended from his resident altitude of 2,900 meters to

the 5,300-meter base camp over 7 days. After residing

in base camp for 3 weeks with frequent load carries up

to 6,500 meters, the patient moved to 6,500 meters to

work on improvements to the higher altitude camp.

Over the subsequent 48 hours he was noted by team-

mates to be “lazy,” “sitting around,” and “not doing his

share of work,” but he did not descend despite advice by

team members to do so. On the third evening at this

camp, the patient was noted to be confused and short of

breath with a persistent cough productive of pink froth.

Teammates suspected that he was suffering from life-

threatening HAPE. After the patient received nifedipine

and dexamethasone and was started on oxygen therapy,

he was taken back to base camp—a dangerous 7-hour

night descent.

The patient arrived at the 5,300 meter base camp
before midnight, and was examined by the expedition

physician, who diagnosed severe HAPE. The patient

was continued on nifedipine and dexamethasone, and

remained on oxygen overnight. In the morning, the

patient had not improved, and an attempt to walk him
to a lower elevation failed when he collapsed just out-

side base camp. The patient refused continued oxygen

administration or hyperbaric therapy, arguing that he

did not have altitude sickness. By evening the patient

still had not improved, despite being at an altitude at

which he had resided for over 3 weeks without symp-
toms. After further medical consultation, oxygen ther-

apy was restarted and antibiotic administration begun,

and nifedipine and dexamethasone were continued. A
helicopter evacuation was arranged for the following

morning, but bad weather precluded the flight early

the next day. A strenuous ground evacuation was
begun. This descent to Pheriche at 4,200 meters

required 12 hours. The patient sat upright in a basket

carried by porters and was attended by the expedition

physician.

Upon arrival to a lodge at Pheriche, the patient was
alert when aroused, and notably tachypnic with a per-

sistent cough. His respiratory rate was 38 breaths per

minute, with an oxygen saturation (SaOj of 70% on 4

liters per minute oxygen via face mask. Rales were aus-

cultated throughout both lung fields. The patient was
placed supine in a portable hyperbaric chamber at 104

mm Hg above ambient barometric pressure for 1 hour.

During the hyperbaric therapy, the patient experienced

an apparent cardiopulmonary arrest, eventually noticed

by a Sherpa who was managing the foot pump. After

several minutes of cardiopulmonary resuscitation, the

patient was intubated with equipment and assistance

from the nearby Pheriche Aid Post, and return of a reg-

ular pulse was noted. A decision was made to sedate the

patient and continue intubation and ventilation using an

ambu bag with oxygen, given the difficulty of the intu-

bation and the protracted course of HAPE over the pre-

vious 5 days, despite the 2,300 meter descent. Due to

poor weather, helicopter evacuation to Kathmandu was

delayed for 40 hours. Manual ventilation, sedation, and

monitoring of SaCU above 92% were continued. On the

third day after admission to the hospital in Kathmandu,

the patient was extubated without difficulty. His neuro-

logic function remained markedly impaired, and the

patient died in the hospital 2 months later.

Discussion

HAPE is a life-threatening emergency that requires

early recognition and treatment. The consequences of

delayed recognition, a lack of prompt action, and inade-

quate/inappropriate treatment are illustrated by this case.

The complexity of this case of HAPE, which persisted

despite eventual descent, and the subsequent tragic out-

come call attention to the difficulties faced when man-

aging emergencies at moderate and extreme altitude.

Oxygen administration and portable hyperbaric

chamber treatment are adjuncts to, but not substitutes

for, immediate descent to a lower altitude if feasible.

HAPE typically resolves rapidly with descent. Descent

of 500 meters to 1 ,000 meters is usually adequate,
3 but

descent should continue until symptoms resolve. Signs

and symptoms occurring at high altitudes with 7) atypi-

cal onset, 2) unusual combinations, or 3) persistence

after descent, have been described as indicators of pos-

sible diagnoses other than altitude illness.
4
In this case,

the lack of improvement after the initial 1,200-meter

descent to base camp, where the patient had been previ-

ously well, indicates the possibility of more than a sim-

ple case of HAPE.
Other underlying conditions might be suggested to

have complicated this case of persistent HAPE. Com-
mon pulmonary disorders that accentuate hypoxemia

through worsening alveolar gas exchange from areas of

shunt include pneumonia, pulmonary tuberculosis, pul-

monary embolism, cardiogenic pulmonary edema, and

acute respiratory distress syndrome (ARDS). ARDS
resulting from HAPE has been reported. 5 The presence

of such primary- or co-morbidity could complicate

expected resolution by descent of suspected HAPE.
These conditions would have been unlikely to reverse

after only 12 hours of mechanical ventilation, however,

and are therefore unlikely to have been present in this

case, as evidenced by the clearing of the lungs and

markedly improved SaO,.

In this case of severe HAPE, descent was delayed

for several days. After 5 days of severe tachypnea fol-

lowing the onset of HAPE, the patient experienced res-

piratory failure and subsequent cardiopulmonary arrest

after eventual descent totaling 2,300 meters. The
author postulates that the cardiopulmonary arrest
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resulted from prolonged respiratory insufficiency due

to delayed early treatment resulting from lack of recog-

nition of HAPE, further delayed descent when symp-

toms did not resolve at base camp as expected, and

unnoticed clinical deterioration after electing to substi-

tute continuous oxygen administration for hyperbaric

chamber therapy in which the patient was laid flat.

Continued hypoxemia from respiratory insufficiency

due to fatigue and persistent pulmonary edema may
have prevented clearing of HAPE despite subsequent

descent, leading to respiratory failure as the cause of

the cardiopulmonary arrest.

Hypoxic-ischemic encephalopathy likely occurred as

a result of the initial delay in detecting the cardiopul-

monary arrest during portable hyperbaric chamber ther-

apy. This delay ensued because patients cannot easily be

managed in a portable hyperbaric chamber. Oxygen
therapy has been found to be equally as effective as

hyperbaric therapy in moderate to severe HAPE ,

6 and

allows ease of access for monitoring the patient. Large

quantities of oxygen, however, are not easily available in

remote areas. One solution to this problem is the use of

a portable hyperbaric chamber matched with the use of

continuous-pulse oximetry monitored through the cham-

ber window.

The role of prehospital endotracheal intubation and

manual mechanical ventilation in acute respiratory

arrest from HAPE alone is unclear. The pulmonary oxy-

gen diffusion impairment, secondary to such a severe

degree of pulmonary edema, would be unlikely to

improve from manual mechanical ventilation alone

(without positive end expiratory pressure); thus signifi-

cant improvement in gas exchange and oxygenation is

unlikely. In the case of respiratory insufficiency/arrest

due to fatigue and pulmonary edema, however, such as

that suspected in this prolonged case of HAPE, ventila-

tory support might be argued for in order to improve

oxygenation by increasing the fraction of inspired oxy-

gen and converting previous areas of shunt to areas of

gas exchange. The difficulties of managing a critically

ill patient with endotracheal intubation and manual

mechanical ventilation are monumental in the protract-

ed prehospital setting of very remote areas. Oxygen sat-

uration monitoring provides guidance regarding blood

oxygenation, but information concerning the effective-

ness of the ventilation, specifically the acid-base status,

is conspicuously lacking.

Conclusion

Although HAPE can be easily reversible if it is rec-

ognized early and prompt descent is undertaken, HAPE
can be fatal if unrecognized or ignored. The need for

early recognition of HAPE as a respiratory emergency at

high altitude, prompting immediate descent, may be

underappreciated by some physicians. Ultimately, the

responsibility for prevention and early recognition of

altitude illness rests with the high altitude sojourners

themselves. Often, the greatest threat facing climbers is

their own failure to accurately assess a dangerous situa-

tion and respond appropriately .

7

A patient’s failure to improve after initial descent

must alert the care provider to consider additional causes

of pulmonary compromise, while continuing descent,

rest, oxygen therapy, and evacuation efforts. Further

descent can only help any illness at high altitude. Oxygen
administration has the benefit of easier patient monitor-

ing and access compared to portable hyperbaric cham-

bers. Chambers also force the patient into a supine posi-

tion although this can be overcome by propping up the

head of the inflated chamber. Prehospital endotracheal

intubation and mechanical ventilation may be considered

in the management of acute respiratory failure following

HAPE and other emergencies in remote settings.
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Identifying Infectious Diseases in

Prisons: Surveillance, Protection,

and Intervention

More than 1.75 million people, about 1% of the US
population, are estimated to be in jails or prisons.

1 Com-
pared to the general population, incarcerated persons

have disproportionately high rates of a number of infec-

tions, including human immunodeficiency virus (HIV),

hepatitis B virus (HBV), tuberculosis, and sexually

transmitted diseases.
2"5 The prison is a setting in which

persons are accessible and can be enumerated for dis-

ease surveillance. This accessibility, however, must be

balanced by overriding concerns for the protection of

this population, protection that is necessary because of

the inherent nature of the prison setting.

Since 1976 {Estelle v Gamble, 429 97 [US 1976]),

every jurisdiction is responsible for providing health care

to its prisoners. Standards for care are provided by such

agencies as the National Commission on Correctional

Health Care,6 '7 but screening for infectious diseases such

as HBV and HIV and the availability and use of follow-up

services varies considerably among jurisdictions and facil-

ities.
2 -8 For example, in a recent survey, the California State

Prison System reported testing for HIV in the following

circumstances: at the request of the prisoner, for clinical

indications, and following involvement in an incident.

Other states in the survey reported a variety of circum-

stances for HIV testing, from testing all inmates to testing

random samples of inmates.
2 Because of a law passed in

1988 in California, correctional medical personnel are

required to provide lists of known or suspected HIV-posi-

tive prisoners to correctional staff. Voluntary testing for

HIV, identification of HIV status, and engagement in HIV-

related care by persons entering prison may be influenced

by perceptions of discrimination as well as the reality of

prison officials using this information to make decisions

about housing and segregation, work assignments, and vis-

iting privileges.

In light of the evidence of high prevalence in their

sample, Ruiz and his colleagues conclude that risk fac-

tor evaluation at entry and inmate education and coun-

seling are important in preventing HIV, HBV and hepati-

tis C virus (HCV) infections.
9 For HBV, the availability

of vaccination enables correctional medical personnel to

encourage screening of appropriate target groups, and

standards for care encourage the provision of vaccina-

tion to susceptible persons, and education and counsel-

ing to those who are seropositive. 7 -8

Opportunities for therapeutic intervention exist, but so

do dilemmas in providing therapies in prison. There are

promising studies of medical interventions among HIV-

positive prisoners,
10 and work is under way to identify spe-

cific groups that would benefit from treatment with inter-

feron for HCV." Inmates may stay long enough to com-

plete a course of therapy for certain infectious diseases. In

the case of chronic conditions that require long-term or

even lifelong therapy, however, the correctional facility

represents a starting point for care that must be continued

after release. A number of models of interaction between

correctional health and public health have demonstrated

the benefits of collaboration to improve the continuity of

care between the correctional facility and the community. 12

Prison and jail inmates have disproportionately high

rates of a number of infectious diseases related to both

socioeconomic factors and risk behaviors of this group.

Studies such as that of Ruiz et al are important contribu-

tions to understanding the epidemiology of disease by esti-

mating the magnitude among high-risk groups.9 Although

the prison population is a sentinel site for surveillance, the

nature of incarceration and prison life emphasize the

necessity for protection. As more and improved therapies

emerge, screening may be more widespread in prisons,

thereby increasing the ability to identify persons who
would benefit from therapy or interventions to reduce the

risk of disease. Correctional health care systems may be

the setting for initiation of care that, in combination with

public health and community care, has an important posi-

tive impact on the lives of prisoners.

MARY CASTLE WHITE. RN, MPH. PhD
Associate Professor

University of California, San Francisco
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Cigarette Smoking Prevention

—

Physicians Should Teach by Example

To the Editor: The article in the July issue on the

clinician’s role in cigarette smoking prevention, by

Perez-Stable and Fuentes-Afflick, 1 reviewed guidelines

for clinicians who provide care to children in preventing

the onset of tobacco use, counseling parents of children

who smoke, and counseling adolescents who have started

smoking. But the authors failed to mention one most

important guideline that clinicians should follow in pre-

venting cigarette smoking—the clinicians should set the

example by not smoking themselves.

In addition to the five A’s—anticipate, ask, advise,

assist, and arrange—developed by the National Cancer

Institute to target physicians caring for children,
2
there

should be a sixth A—abstain. Advising patients not to

smoke would be extremely difficult if physicians walk

into the exam room with the smell of cigarette smoke on

their coats or breath, yellow stains on their fingernails,

or other telltale signs of smoking. Therefore, physicians

must abstain from smoking before they can effectively

counsel their patients against smoking. Fortunately,

most physicians already serve as nonsmoking role mod-

els for their patients.

TSUNG O. CHENG. MD
Professor ofMedicine

Division of Cardiology

George Washington University

2150 Pennsylvania Ave, NW
Washington, DC 20037
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Drs Perez-Stable and Fuentes-Afflick

Respond

To the Editor: Dr Cheng makes the important point

that the personal example given by physicians in not

smoking has been an important contributor in the

decline in smoking rates in developed countries. Physi-

cians in the United Kingdom were the first to stop smok-

ing in large numbers, and this pattern has been followed

by physicians in North America. We completely endorse

the sixth "A” of abstaining from tobacco use and assume

that the overwhelming majority of pediatric clinicians

do not currently smoke.

Entering medical students in the United States smoke
at a rate of about 1%, which is substantially lower than

the prevalence of about 10% of physicians in the United

States.
1 Thus, over the next 20 years, we should assume

that the rate of smoking among physicians will continue

to plummet, even though we have encountered increas-

ing difficulties in impacting population smoking rates.

We also note that up to 35% of physicians living in Latin

America and Asia are current smokers of cigarettes, and

this practice may impact immigrants coming from those

countries.
2

We do think the point made by Dr Cheng is important

and relevant.

ELISEO J PEREZ-STABLE. MD
Professor ofMedicine

ELENA FUENTES-AFFLICK. MD
Assistant Professor of Pediatrics

University of California, San Francisco

School ofMedicine

400 Parnassus Avenue, A-405

San Francisco, California 94143-0320
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* * *

Mnemonic

Jumbled anatomy lab box: sticks, knots

Ivory polished by years of touch

Fingered, fitted, laid in rows, decades

from the proper rest of graves.

Carpal tarsal, incus, stapes.

Ilium, ischium, rib.

Conjure-names for destiny,

Spells with a terrible grace.

Grandma said her friend didn’t have a single mean bone.

So for years I thought of one small bone, a spiky knot

Of meanness caught in certain people, maybe in the throat.

Making rattled ugliness whenever they talked.

Never Lower Tillie’s Pants

Grandma Could Come Home
Navicular, lunate, triquetrium, pisiform

Scaphoid, capitate, cuboid, hamate.

Grandma got to be the scaphoid;

necessary bone, essential

for the proper use of hands:

knit, stir, spank, hug.

Wire-strung, castanet Mr. Bones

in the comer dressed for Halloween

Groucho glasses and cigar

Say the secret woid, Mr. Bones.

The ankle bone 's connected to the knee bone

Fibula, tibia, femoral condyle

Dry bones have no remorse—
Always the last stone along the path.

Sinew-strung blocks, rag-tag scraps,

flesh a banner too-long flown

tattered by the years hanging from a staff.

Bones grow stronger under strain.

Until the day they snap and life rains down,

sculptured beauty splinters into pain.

Meanness is a given, soaks to the bone

but beauty doesn’t stop at the skin.

Catharine Clark-Sayles

Mill Valley, California



Evidence based medicine

read a
paper
The basics of

evidence based medicine

Trisha
Greenhalgh

BMJ

How to Read a Paper
The Basics of Evidence Based

Medicine

Trisha Greenhalgh

University College London, UK

Written in a lively, jargon free style this

best-selling book introduces the uniniti-

ated reader to the principles of evidence

based medicine and examines the criti-

cisms levelled against it. The book covers

such topics as literature searching,

randomised controlled trials, and statis-

tics for the non-statistician

'An excellent book, it will reward those who study and apply its messages it

transmits the author's personality, enthusiasm, and sense of humour.' David L

Sackett

Getting Research
Findings into Practice

Edited by Andrew Haines

Royal Free Hospital School

of Medicine, London, UK

and Anna Donald

University College London, UK

Why is there such a wide gap betwe

research findings and what actua

happens in clinical practic

This accessible guide provides practii

suggestions for implementing eviden

based medicine in health care. Drawi

together the key issues, with seminal chapters from leading thinkers, includir

criteria for implementation; evidence based practice for providers; hea

economics; decision analysis; and closing the gap between research and practu

Getting
Research
Findings
into

Edited by

Andrew Haines and
Anna Donald

'This clear and concise book provides an excellent starting point for those S35.95

interested in finding their way through medical literature.’ Palliative Medicine 0727912577 pb 2i6xi38mm iso pp. 1998 (Login Book # H3221 )

$26.95

0 7279 1139 2 PB 216 x138 mm 184 pp. 1997 (Login Book # H2426)

Evidence
Based
Practice
in Primary Care

Evidence Based Practice in

Primary Care

Edited by Christopher Silagy

Flinders University of South Australia

and Andrew Haines

Royal Free Hospital School of

Medicine, London, UK

This guide is an introduction to those working in

primary health care who have little or no knowl-

edge of the theory and practice of evidence

based medicine. The first section looks at the

practicalities of applying EBM and its effect on

decision making. The second section deals with the broader implications of EBM

and how it affects professional practice internationally.

S45.00

0 7279 1210 0 PB 234 x 156 mm 208 pp. 1998 (Login Book # E0763)

Edited by

Trisha Greenhalgh and Brian Hurwitz

Narrative Based Medicine
Dialogue and Discourse in Clinical

Practice

Edited by Trisha Greenhalgh

University College London, UK

and Brian Hurwitz

Imperial College School of Medicine,

London, UK

The central theme of this book is the narrati

nature of illness and the consequent need f

interpretation as well as investigation of tl

patient's problem.

’A timely book, and one which is both stimulating and controversial. It v\

provide a fascinating read for many people. I defy anyone who reads 'Tl

Conker Tree', or the patient based view of epilepsy, not to learn something.’

Kenneth Caiman

S35.95

0 7279 1223 2 PB 216 x 138 mm 304 pp. 1998 (Login Book # G3323)

BMJ Books are available from:

Login Brothers Book Company: Call: 888-858-7055 Fax: 800-339-1077 www.lb.com/bmj
1436 Randolph, Chicago, IL 60607 (Attn: Astralia/Donna) and all good medical bookstores



from BMJ Books

Randomised
Controlled
Trials
Alejandro Jadacf

Randomised Controlled
Trials

Alejandro R Jadad

McMaster University, Canada

Written for anyone needing to under-

stand RCTs, this readable handbook uses

a question and answer format to explain

all the basic information. Authored by an

internationally known researcher from

McMaster University, it provides a

balanced view of the strengths and limi-

tations of RCTs.

EVIDENCE BASED

CARDIOLOGY

Edited by Salim Yusuf

John A Cairns, A John Camm,
Ernest L Fallen, Bernard J Gersh

BMJ

Evidence Based
Cardiology
Edited by Salim Yusuf

McMaster University, Ontario,

Canada

John Cairns, University of British

Columbia, Vancouver, Canada

John Camm, St George's Hospital

Medical School, London, UK

Ernest Fallen, McMaster

University, Ontario, Canada and

Bernard Gersh

Georgetown University Medical

Center, Washington, USA

Contents include: RCTs: The basics; Types of RCTs; Assessing the quality of

RCTs; Bias in RCTs; Reporting and interpreting individual trials; From trials to

decisions: The basis of evidence based health care.

S23.50

0 7279 1208 9 PB 216 x138 mm 128 pp. 1998 (Login Book # R2528)

Systematic Reviews
Edited by lain Chalmers

Cochrane Centre, Oxford, UK

and Douglas Altman

Medical Statistics Laboratory, Imperial Cancer Research Fund,

London, UK

A concise, ground-breaking book showing health care workers how to

prepare a good review article and how to evaluate one.

'Attractively presented, highly readable, and packed with useful information.'

Journal of Clinical Nursing

S26.95

0 7279 0904 5 PB 216 x138 mm 128 pp. 1995 (Login Book # C1483)

The Pocket Guide to Critical Appraisal
lain K Crombie

Ninewells Hospital and Medical School, Dundee, UK

Everything you need to know to assess medical research is contained in this

practical, accessible handbook. It provides a basic introduction to the principles

and processes involved in critical appraisal, helping the researcher to make sense

of the overwhelming mass of medical literature available.

'..a brief well-written and entirely helpful guide.' Family Practice

$19.95

0 7279 1099 X PB 216 x138 mm 80 pp. 1996 (Login Book # C2514)

A ground-breaking text of major importance, addressing the implementation

of evidence based medicine in the major cardiological subspecialties.

'Every physician and cardiologist should have a copy as a guide to the best

treatment options for heart patients. Probably the most important publica-

tion in cardiological practice.' Irish Medical Times

S234.00

0 7279 1171 6 HB 260 x 190 mm 1200 pp. 1998 (Login Book # Y0289)

From April 1999 a free electronic update to the text will be

available at www.evidbasedcardiol.com

Evidence Based
Gastroenterology and
Hepatology
Edited by John McDonald and

Brian Feagan

London, Ontario, Canada

and Andrew Burroughs

Royal Free Hospital, London, UK

Edited by leading gastroenterologists

working in evidence based medicine, this

text recommends best practice for treat-

ing the individual patient based on the

randomised controlled trials and system-

atic reviews conducted in the major

gastrointestinal and hepatobiliary subspecialties.

$117.00

0 7279 1182 1 HB 260 x 190 mm c.600 pp. July 1999

Introductory price until end of December 1999. (Login Book # M7201)

EVIDENCE BASED
GASTROENTEROLOGY
AND HEPATOLOGY

Edited by John McDonald,

Brian Feagan, Andrew Burroughs

BM
Books
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Classified Advertisements
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PHYSICIANS WANTED

The rate for each insertion is $1.50 per word, with a 30 word ($45) minimum. Confidential box

number charge: $10 each month.

A word is defined as one or more letters bounded by spaces. The following gives some
examples:

Michael S. Wilkes, MD = 4 words allergy/immunology = 1 word

Send CV =2 words Sacramento, CA 95817 = 3 words

A = 1 word 804-979-8034 = 1 word

February 22, 1997 = 3 words

Classified display rate $70 per inch. Maximum sizes: 1 column by 5" or 2 columns by 2
"
(2-1/8"

per column). Larger classified ad space by special arrangements.

Copy for classified advertisements should be received not later than first of the month pre-

ceding issue. All copy must be typed or printed. Classified advertisers using Box Numbers

forbid the disclosure of their identity; your inquiries in writing will be forwarded to Box

Number advertisers. Although The Western Journal of Medicine believes the classified

advertisements in these columns to be from reputable sources, we do not investigate the

offers made and assume no liability concerning them. The right is reserved to reject, with-

draw, or modify all classified advertising copy in conformity with the decisions of the

Advertising Committee.

Please Type or Print Advertising Copy

Classified Advertisements Are Payable in Advance

CLASSIFIED ADVERTISEMENTS, THE WESTERN JOURNAL OF MEDICINE
P.O. BOX 7690, SAN FRANCISCO, CA 94120-7690

(415) 974-1071; FAX (415) 882-3379

Ads may be placed online at www.wjmed.com

GET IN THE SWIM

CO

i
I
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If you know a child with muscular dystrophy who can

benefit from a special getaway, tell him or her about

MDA summer camps. They're fun and free!

C~M . dY7T Muscular Dystrophy Association
uuul— 1-800-572-1 71

7

• www.mdausa.org

Physicians, B/E, FP, OB/GYN, IM, PED.

Excellent salary, local and nationwide positions &
hospital job orders. Fax CVs to 323-669-0270 or

email CVs and orders to cloudy@ips.net. Medical

Job Recruiters.

Coastal Oregon. Situated 75 miles west of

Portland, Tillamook offers an excellent opportu-

nity for a BC/BE Ob/Gyn. Family-oriented rural

community with abundant outdoor recreational

activities. Females encouraged to apply. Call

Ingrid Fteil at 800-847-9840 or fax curriculum

vitae to 916-783-9909.

California, Northern-Internist needed for 70+

physician group affiliated with Catholic

Healthcare West. Hospital and office-based

practice (50/50) with shared call, competitive

income and comprehensive benefits. Contact

Danise Cooper, 800-765-3055; ID#: 6400 WE;

fax 314-726-3009; email: dcooper@cejka.com.

Visit our website at www.cejka.com.

California Coastal Community. Mid-size multi-

specialty group has opening for BC-BE Internal

Medicine and Family Practitioners. Ventura is

located 65 miles north of Los Angeles, has excel-

lent schools, sunny beaches, friendly atmos-

phere, and a wide range of cultural/recreational

activities. Attractive compensation and benefit

package. Contact Physician Recruitment:

Buenaventura Medical Group, 2705 Loma Vista

Rd., Ventura, CA 93003. Phone 805-652-5240

or fax CV to 805-652 5299.

EQUIPMENT FOR SALE

FOR SALE: BONE DENSITY EQUIPMENT
(HOLOGIC 1000 PLUS). Pencil Beam, 4-years

old, excellent condition. Central Dexa (Hip and

Spine) and Periph (forearm). Best offer. Call 505-

522-2626, ask for Jean.

MEETINGS/CONFERENCES

The 10th International Symposium on Congenital

Heart Disease in the Adult. June 3-5, 1999,

Toronto, Ontario, Canada. Sponsored by
|

American College of Cardiology. Program Co-

directors: Peter P. Liu, MD, FRCP (C), FACC, and

David J. Sahn, MD, FACC. 22 Category 1 credit
j

hours. For information call 800-253-4636, ext.*

695; fax 301-897-9745.

WESTERN STATES OPENINGS
Many multispecialty groups and hospitals have asked

us to recruit for over 100 positions of various special-

ties. Both permanent and locum tenens. Send CV to:

Western States Physician Services

7510 No. Trellis Circle, Fresno, CA 93720
Call (800) 873-0786; FAX (800) 705-7943

email: weserve@lightspeed.net
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S'alifornia Department of Corrections

Health Care Services Division

HEALTH CARE MANAGER
CHIEF MEDICAL OFFICER

The California Department of Corrections has practice opportunities

for BC/BE CA Licensed Physicians at various correctional facilities.

You will be responsible for the management and quality assurance

of the Medical Program; Pharmacy; Medical Records; Mental

Health and Dentistry. Must be licensed to practice in California.

Current opportunities exist at:

• California State Prison, Sacramento

• California Sfote Prison, Corcoran

• High Desert State Prison, Susanville

• California State Prison, Corcoran

• Wasco State Prison Reception Center, Wasco

You will enjoy outstanding State of California Civil Service Benefits,

with 1 3 paid holidays, heolth/dental/vision plans, generous vaca-

tion plan, professional liability coverage, safety retirement and

much more.

To apply, contact Medical Recruiter, Health Care Services Division,

P.O.Box 942883, Sacramento, CA 94283-0001. Phone: (916)

327-7081 or toll free (888) 232-4584, Fax: (916) 327-1436.

Online: www.spb.ca.gov. E0E

0 HEALTH CARE
SERVICES DIVISION

Defining thefuture
ofhealthcare
CTake a closer look at the future of

'
'

healthcare, a future taking shape at

The Cleveland Clinic Foundation. We
have built the region's largest and most

prestigious healthcare organization

through a commitment to international

leadership and top quality patient care,

education and research.

The recent partnership between The Cleveland Clinic and the Wooster Clinic has created

excellent opportunities for Board Certified/Eligible:

Internists • Cardiologists

Pulmonologists • Gastroenterologists

Enjoy the advantages of practicing personalized, community-based medicine combined

with access to state-of-the-art facilities at The Cleveland Clinic's main campus. The

Wooster, Ohio location offers a wonderful, fomily-oriented community, in a progressive

college town. Become part of an expanding, multispecialty medical group.

Qualified professionals will receive a competitive salary, excellent benefits and paid

meeting and vacation time. Send curriculum vitae to: Attn: John Ferkan, Manager,

Physician Recruitment, The Cleveland Clinic Foundation, P.O. Box

#606140, Cleveland, OH 44106. Fax: 216-738-4059. email:

ferkanj@cesmtp.ccf.org. We are proud to be an equal opportunity employer.

Smoke/drug-free environment.

Visit our homepage on the world wide web: www.ccf.org.

The Cleveland Clinic
Every Life Deserves World Class Care

The Western Journal of Medicine

Relaunch May 1999 -

A New Look for a New Millennium

The Western Journal of Medicine is to be relaunched in May 1 999, following its

recent purchase by UCSF Stanford Health Care in partnership with the British

Medical Journal Publishing Group.

With a new look, new editors and many exciting new features, the relaunched journal i^

set to become a leading international medical publication, embracing the innovation of

West Coast health care but with a broader, more international perspective.

For editorial and general queries,

contact the WJM office in San Francisco,

Tel: 415-974 5977, Fax: 415-882 3379,

Email: wjmsf@pacbell.net

The Western Journal of Medicine

The Western Journal of Medicine will also provide a stimulating

and enjoyable read with regular debates on today's key

health care issues and with a special emphasis on

primary care.

Publication: Monthly ISSN: 0093-04
1

5

1999 Subscription rates:

Regular rate $70 US/Canada: $85 Rest ofWorld

Institutional rate $ 1 20 US/Canada: $ 1 30 Rest ofWorld

Student/Intern/Resident rate $20 US/Canada: $30 Rest ofWorld

To order your subscription or a free sample copy, contact

BMJ Publishing Group, Box 590A, Kennebunkport ME 04046, USA:

Tel: I -800-2-FON-BMJ: Fax: I -800-2-FAX-BMJ

Email: bjpaige@cybertours.com
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Ocean Cruise Conference '99

** Five (5) nights of luxury cruising on the Sun Princess.

** Meals and entertainment on board.
** Tour of the Boeing Factory at Everett.

** Tour of the Museum of Flight in Seattle.

** 15 hours of forums presented by leading AMEs on such vital topics as:

The Internet - Aeromedical Resources

The Enigma of Vertigo

Aerosinusitis, the Crew Menace Monster

Hypoxia and Decompression Sickness

Diseases Threatening Air Crew Certification

and more!

Call for a complete itinerary and list of topics.

From $895.00 per person. Spouse and child fares available.

on

Aerospace Medicine
May 8 -13, 1999

Producer: Spirit of Flight Corporation

Email: gcurtis@loop.com

Web site: wvAV.Eagles-Airlift.com

Call: 714-957-2896 or

800-606-1626

Fax: 714-957-6829

Email: mindy@aeroglobe.com
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INSTRUCTIONS FOR AUTHORS

In accordance with the Uniform Requirements for Manuscripts Submitted to Biomedical Journals (URM), 1997

Our readers represent all branches of medicine. We
aim to publish manuscripts that are reliable and lively

and that will improve the care of patients, the health of

the public, or policies affecting either. Manuscripts

should be of interest to a broad range of busy practition-

ers, physicians in training, and anyone who has an inter-

est in health care. The purpose of a paper or letter may
be to report, inform, alert, review, and discuss, but,

above all, to teach. We aim to give quick and informative

decisions on the articles we receive.

Manuscript Information

Manuscripts should be sent to the Managing Editor,

Catherine Nancarrow, The Western Journal of Medicine,

221 Main Street, PO Box 7690, San Francisco, CA
94120-7690. Manuscripts must be original, not previ-

ously published, and not under consideration by another

publisher. If preliminary data were included in another

presentation or publication, this should be noted in the

cover letter, and a copy of that publication should be

included. Any conflict of interest, actual or potential,

should be revealed to the Editors (see Letter of Trans-

mittal). Obtaining informed consent to protect patients’

rights to privacy should be documented according to

URM 1997.

All manuscripts should be double-spaced and, including

references and abstract but not tables, should not exceed:

• Original articles: 2,500 words with a maximum of

five tables and 30 references

• Reviews: 1,500 to 2,000 words with a maximum of

25 references

• Topics in Primary Care Medicine: 2,000 words
• Evidence-Based Case Reports: 2,500 words with

two tables and/or figures

• Commentaries: 600-800 words
• Letters to the Editor: 500 words

Manuscripts, except for Evidence-Based Case
Reports, should include a structured abstract of no
more than 250 words with the headings: objectives,

design, setting, subjects, interventions, main outcome
measures, results and conclusions.

Letters to the Editor must be double-spaced and will

be published at the discretion of the Editors. They may
be edited for style and brevity. Those of a scientific

nature may be subject to peer review. They should be no
more than 500 words in length.

All manuscripts will be subject to peer review in addi-

tion to review by the Editors to determine the originality,

validity, and importance of content and conclusions. The

WJM aims to introduce an open peer review system and

reviewers’ comments may be signed. Reviewers will be

required to state possible conflicts of interest.

All accepted manuscripts are subject to copyediting,

and the corresponding author is sent edited page proofs

for approval and minor changes. It is the corresponding

author’s responsibility to clear all corrections and

changes with coauthors.

Letter of Transmittal

All authors must sign the letter of transmittal, with

one author designated as correspondent and his or her

name, address, and telephone and fax numbers included.

The authors determine the order of authorship. All

authors should meet the basic criteria for authorship (as

stated below). Because the order of authorship is assigned

in different ways, its meaning cannot be inferred accu-

rately, unless it is stated by the authors. Authors may
explain the order of authorship in a footnote.

A letter of transmittal, except for one accompanying

a manuscript from US government employees whose

work was done as part of their official duties, must

include a paragraph that transfers copyright: “In consid-

eration for reviewing and editing my submission, the

author(s) undersigned hereby transfers, assigns, or other-

wise conveys all copyright ownership to The Western

Journal of Medicine, in the event that such work is pub-

lished by the journal.”

The letter of transmittal must include a statement of

author responsibility signed by all authors: “I have partic-

ipated in the conception and design of this work and in the

writing of the manuscript and take public responsibility

for it. I have reviewed the final version of the manuscript

and approve it for publication. I attest to the validity and

legitimacy of data in the manuscript and agree to be

named as the lead author or coauthor of the manuscript.”

The letter of transmittal must include a description of

sources of funding and the role of sponsors, including

their involvement, if any, in review and approval of the

manuscript for publication. The letter must also include

a statement of financial disclosure: “I warrant that I have

no financial interest in the drugs, devices, or procedures

described in the enclosed manuscript (except as dis-

closed in the attached statement).”

Research or project support should be included as a

footnote to the manuscript or in the accompanying
cover letter.

Manuscripts concerned with experimental investigation

on human subjects must include in the text a statement that



186 WJM, March 1999—Vo I 1 70, No. 3 Instructions for Authors

all subjects gave their informed consent and that approval

was obtained from the appropriate ethics committee.

Acknowledgments will be printed on a select basis to

acknowledge those who contributed to but were not

involved in the writing or review of the paper. They

should not include persons whose work on the manu-

script was a part of their regular duties.

Preparation of Manuscripts

Everything, including references, tables, figure leg-

ends. and abstracts, must be double-spaced.

Please submit the following: The original manuscript,

two copies, and a copy of the manuscript on disk (for-

matted for a PC/Windows platform and labeled with the

word processing program used). Allow a margin of 2.5

to 4 cm (1 to 1 .5 in) on both sides. Be sure to include the

references, tables, and figure legends on the disk. For-

matting should be kept to a minimum. Manuscripts

transmitted by facsimile machine are not acceptable

unless requested by the Editors.

All values should be in Systeme International (SI)

units, with metric equivalents following in parentheses.

Temperature readings should be given in Celsius. Use

the generic name of drugs, with the salt or ester given at

the initial mention of a drug.

Figures should be submitted in triplicate in black

and white, unmounted 12.7 X 17.8 cm (5X7 in)

glossy prints, with the figure number, lead author's

name, and top of the photo indicated with a label on the

back.

The WJM encourages the use of illustrations and

asks authors to submit photographs for publication.

Patients should be asked to sign consent forms before

pictures of them are published. This should be clearly

stated and proof submitted with the manuscript. Chang-

ing the data on patients should not be used as a way of

securing anonymity.

Figure legends, to be typed in sequence on the same

page, should be in complete sentences. Any figures or

tables previously published must be accompanied by a

letter of permission to borrow from the copyright holder

(the previous publisher). The permission of the authors

should also be obtained. The Editors discourage the use

of borrowed figures or tables.

Reprints

A form for ordering reprints will be sent to the cor-

responding author when the article is published.

References

All references should be cited in the text using super-

script numbers and listed in their order of citation. The
authors' names should be followed by the title of the

article (abbreviated according to the style of Index

Medicus), the year of publication, volume number, and

first and last page numbers.

Journal Articles

Abbreviations of journal titles should conform to

those used in Index Medicus. List up to three

authors; for seven or more, use et al after listing the

first three.

Vega KJ, Pina I, Krevsky B. Heart transplantation is

associated with an increased risk for pancreatobiliary

disease. Ann Intern Med 1996; 124:980-9832

Books

Author of book is same as author of chaper:

Ringsven MK, Bond D. Gerontology and Leader-

ship Skills for Nurses. 2nd ed. Albany (NY). Delmar
Publishers, 1996

Authors of book differ from chapter author:

Phillips SJ. Whisnant JP. Hypertension and stroke. In

Laragh JH. Brenner BM (Eds). Hypertension: Patho-

physiology. Diagnosis, and Management. 2nd ed. New
York, Raven Press, 1995, pp 465^178

Correspondence

Shusterman D. Espresso maker’s wrist [correspon-

dence], West J Med 1990; 152:721-722

Scientific or Technical Report

Issued by funding or sponsoring agency:

Smith P, Golladay K. Payment for durable medical

equipment billed during skilled nursing facility stays.

Final report. Dallas (TX): Dept of Health and Human
Services (US), Office of Evaluation and Inspections;
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Mexico; Medical Examiner/Coroner Information Sharing Program, National Center for Environmental Health,

Centers for Disease Control and Prevention, Atlanta, Georgia; Toxicology Program, College of Pharmacy,

University of New Mexico, Albuquerque, New Mexico; State of New Mexico, Scientific Laboratory Division,

Toxicology Bureau, Albuquerque, New Mexico.

243 Biological Warfare

JEFFREY SUCHARD, MD

Department of Medical Toxicology, Good Samaritan Regional Medical, Phoenix, Arizona.
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Continuing Medical Education
ARIZONA • CALIFORNIA, HAWAII, NEVADA • COLORADO • IDAHO • NEW MEXICO • UTAH • WASHINGTON • WYOMING

ARIZONA
All courses listed have been certified as meeting the crite-

ria for Category I of the ArMA CME Certificate and the

AMA Physicians Recognition Award. To list Category I

CME programs, please send information to Arizona Med-
ical Association, 810 West Bethany Home Road, Phoenix,

AZ 8501 3; or phone (602) 246-8901

.

Brochures and registration forms are available from the

contact person or organization sponsoring the program.

October 29-31, 1999

—

Neurology for the Non-Neurologist. The Phoenician,

Scottsdale, AZ. CME 1 1 hrs Category I. Contact: Linda Main, Meetings

Coordinator, MER, 1500 West Canal Court. Suite 500. Littleton, CO
80120-4569; (800) 421-3756; Fax (303)798-5731.

December 10-12, 1999—Managing Respiratory Disease. The Phoenician.

Scottsdale, AZ. CME 1 1 hrs Category I. Contact: Linda Main, Meetings

Coordinator, MER. 1500 West Canal Court, Suite 500, Littleton, CO
80120-4569; (800) 421-3756; Fax (303)798-5731.

CONTACT INFORMATION
Mayo Clinic-Scottsdale—Contact: Postgraduate Courses, Mayo Clinic-Scotts-

dale. (602) 301-7447.

U ofA—Contact: University of Arizona College of Medicine, Arizona Health

Sciences Center, Tucson, AZ 85724. (520) 626-7832; (800) 328-5868.

CALIFORNIA, HAWAII, AND NEVADA
All courses and meetings listed are approved for Category

I credit toward the CMA Certificate in CME. To list accred-

ited courses here, please send information at least two
months in advance to Paulette Richardson, Continuing

Medical Education, California Medical Association, PO Box

7690, San Francisco 94120-7690; or phone (415) 882-

3387. For more information on accreditation or certifica-

tion, please write to the above address.

ALLERGY/IMMUNIZATION

August 13-15, 1999

—

A Midsummer Night’s Wheeze. California Society

of Allergy. Asthma and Immunology at La Costa Resort and Spa.

Carlsbad, CA. 12 hrs. $145-$ 199. Contact: CSAAI Conference
Management at (714) 828-8022.

ANESTHESIOLOGY

November 5-7, 1999—11th Annual Anesthesiology Update. Monterey
Plaza. Monterey, California. Contact (916) 734-5390.

CARDIOLOGY
July 25-29. 1999—Nineteenth Annual Current Concepts in Primary Care

Cardiology. UC Davis School of Medicine, Division of Cardiovascular

Medicine. Granlibakken Conference Center, Tahoe City, CA . Contact:

Kimber Chavez, Program Representative at (916) 734-1394 or

kimber.chavez@ucdmc.ucdavis.edu.

October 13-17, 1999—Coronary Interventions 1999. Scripps Clinic at

Hilton La Jolla Torrey Pines, San Diego. Contact: Jill Hofmans,
Conference Services Supervisor, Scripps Clinic. Dept, of Academic
Affairs, 403C. 10666 N. Torrey Pines Rd„ La Jolla, CA 92037; (619) 554-

8556; fax (619) 554-6310.

DERMATOLOGY
May 23-26, 1999—Practical Dermatology for the Primary Care

Physician, Las Vegas, NV. Sponsored by Continuing Medical Education

Associates. To be held at the Caesars Palace. Las Vegas, NV. Method: AV,

L, SB, W. 20 hrs credit: AMA, AOA. AAFP $575. Contact: Victoria

Gonzales, P.O. Box 27049, San Diego, CA 92198. (800) 993-2632 or

(619) 674-5200.

EMERGENCY MEDICINE

May 6-7, 1999—Challenges in Pediatric Emergency Medicine. Harrah's,

Las Vegas, NV. Contact: CEME, 5330 Primrose Drive, Suite 250, Fair

Oaks, CA 95628. (800) 651-2363.

May 13-16, 1999—Outdoor Emergency Medicine, Scottsdale, AZ.
Sponsored by Continuing Medical Education Associates. Marriott

Camelback Inn, Scottsdale. AZ. Method: AV, L, SB, W. 32 hrs credit:

AMA, AOA, AAFP. $750. Contact: Victoria Gonzales, P.O. Box 27049,

San Diego. CA 92198. (800) 993-2632 or (619) 674-5200.

May 20-21, 1999—High Risk Emergency Medicine. Harrah’s, Las Vegas,

NV. Contact: CEME, 5330 Primrose Drive, Suite 250, Fair Oaks, CA
95628.(800) 651-2363.

June 3-4, 1999

—

Improving Emergency Department Patient Satisfaction

and Reducing Length of Stay. Jloliday Inn Chicago City Centre,

Chicago, IL. Contact: CEME, 5330 Primrose Drive, Suite 250, Fair Oaks,

CA 95628. (800) 651-2363.

August 16-19, 1999

—

National Emergency Medicine Board Review.

American College of Emergency Physicians at Harrah's Las Vegas, NV.
Mon-Thurs. 40 hrs. $895. Contact: Center for Emergency Medical
Education (800) 651 -CEME (2363).

October 3-5, 1999—Northern California Trauma Center Conference. UC
Davis at Hyatt Regency, Sacramento. Contact; UC Davis fax (916) 734-

4298.

ENDOCRINOLOGY
October 22-24, 1999

—

Clinical Endocrinology for Primary Care
Physicians. Tropicana, Las Vegas, NV. CME 1 1 hrs Category I. Contact:

Linda Main, Meetings Coordinator, MER, 1500 West Canal Court, Suite

500, Littleton, CO 80120-4569; (800) 421-3756. Fax (303)798-5731.

ETHICS

September 22-25, 1999—Legal Issues in Damaged Brain Injury Cases.

UC Davis at Westin St. Francis Hotel, San Francisco, CA. Contact: UCD
(916) 734-5390.

FAMILY PRACTICE/PRIMARY CARE

May 14-16, 1999—Neurology for the Non-Neurologist. Medical Education

Resources at Bally’s Las Vegas, NV. 1 1 hrs. Contact: Linda Main,

Meetings Coordinator, MER, 1500 West Canal Ct., Ste. 500, Littleton, CO
80120-4569; (800) 421-3756.

May 14-18, 1999

—

Primary Care Essentials, San Francisco, CA.
Sponsored by Continuing Medical Education Associates. Grand Hyatt on
Union Square, San Francisco, CA. Method: AV, L, SB, W. 32 hrs credit:

AMA, AOA. AAFP. $750. Contact: Victoria Gonzales, P.O. Box 27049,

San Diego, CA 92198. (800) 993-2632 or (619) 674-5200.

May 23-26, 1999—Office Orthopedics and Bone Radiology for the

Primary Care Physician. CMEA at Caesar’s Palace, Las Vegas, NV.
Sun-Wed, 20 hrs, $575. Contact: Victoria Gonzalez, P.O. Box 270469, San

Diego, CA 92198; (800) 993-2632 or (619) 674-5200.

May 23-26, 1999

—

Practical Dermatology for the Primary Care
Physician. CMEA at Caesar's Palace, Las Vegas, NV 20 hrs. $575.

Contact: Victoria Gonzalez, P.O. Box 270469, San Diego. CA 92198;

(800) 993-2632 or (619) 674-5200.

June 5-7, 1999—8th Annual Primary Care Treatment of Pain. UC Davis

at Tenaya Lodge at Yosemite Fish Camp, CA. Contact: UCD (916) 734-

5390

June 13-18, 1999—23rd Annual Fingers to the Toes Primary Care
Orthopaedics. UC Davis at Stanford Sierra Camp, near South Lake Tahoe.

Contact: UCD (916) 734-5390

June 25-27, 1999

—

Dermatology for the Non-Dermatologist. Medical

Education Resources at the Hyatt Regency Alicante. Anaheim, CA. 1 1 hrs.
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Contact: Linda Main, Meetings Coordinator, MER, 1500 West Canal Ct.,

Ste. 500, Littleton, CO 80120-4569; (800) 421-3756.

July 5-8, 1999

—

Family Practice Board Review Course. UCSF at Fairmont

Hotel, San Francisco, CA. 25 hrs. $525-$575. Contact: Program
Coordinator, Dept. Family and Community Medicine, 500 Parnassus Ave,

MU-3E, SF, CA 94143-0900 or phone (415) 476-5250.

July 17-18, 1999

—

3rd Annual Primary Care Pediatric Orthopedics.

Valley Children’s Hospital at Doubletree Hotel. Monterey. 8 hours. $150.

Contact: William Hennrikus (559) 353-5944.

July 23-24, 1999

—

Controversies in Women’s Health. UCLA at Disneyland

Hotel. 12 hours. $75-125. Contact: Jean Abbott (310) 312-0531.

July 25-29, 1999

—

19th Annual Current Concepts in Primary Care
Cardiology. UC Davis at Granlibakken Conference Center, Tahoe City,

CA. Contact: UCD (916) 734-5390.

July 30 - Aug 1, 1999

—

Coronary Heart Disease Update. Medical
Education Resources at Tenaya Lodge, Yosemite, CA. 1 1 hrs. Contact:

Linda Main, Meetings Coordinator, MER, 1500 West Canal Ct., Ste. 500,

Littleton, CO 80120-4569; (800) 421-3756.

August 6-8, 1999

—

Managing Respiratory Diseases. Medical Education

Resources at the Hyatt Regency Monterey, CA. 1 1 hrs. Contact: Linda

Main, Meetings Coordinator, MER, 1500 West Canal Ct., Ste. 500,

Littleton. CO 80120-4569; (800) 421-3756.

August 20-22, 1999

—

Primary Care Medicine. Scripps Clinic at Coronaro
Island Marriott Resort, San Diego. 16 hours. Contact: Cheryl Trinidad,

conference Coordinator. Scripps Clinic, Dept, of Academic Affairs, 403C,
10666 N. Torrey Pines Rd„ La Jolla, CA 92037; phone (619) 554-8556;

fax (619) 554-6310.

October 2-4, 1999

—

7th Annual Western Retreat: Practical Primary
Care. Scripps Clinic at Monterey Marriott. 12 hours. Contact: Cheryl

Trinidad, conference Coordinator, Scripps Clinic, Dept, of Academic
Affairs. 403C, 10666 N. Torrey Pines Rd.. La Jolla, CA 92037; phone

(619) 554-8556; fax (619) 554-6310.

October 22-24, 1999

—

Clinical Endocrinology for Primary Care
Physicians. Medical Education Resources at the Tropicana Hotel in Las

Vegas, NV. 11 hours. Contact: MER Linda Main, Meeting Coordinator,

1500 West Canal Ct., Ste. 500, Littleton, CO 80120-4569; (800) 421-3756.

October 28-31, 1999

—

11th Annual CME/Golf Meeting. Nevada Academy
of Family Physicians at The Orleans Hotel & Casino, Las Vegas, NV.
Contact: Barbara Bolling, NAFP, P.O. Box 27713, Las Vegas, NV 89126-

1713. (702) 228-5852; nafplvbb@aol.com

GERIATRICS

April 30, 1999

—

Geriatrics in the New Millennium: Innovative Solutions

to Old Problems. UC Davis at UC Davis Cancer Center Auditorium. 7

hours. $100. Contact: Office of CME, UC Davis Medical Center, 2315
Stockton Blvd., Camellia Cottage, Room 1019, Sacramento, CA 95817.

Phone: (916) 734-5390; Fax (916) 734-8966.

INTERNAL MEDICINE

August 22-27, 1999

—

New Advances in Internal Medicine. UC Davis at

Embassy Suites, Monterey, CA. Contact UCD (916) 734-5390.

NEUROLOGY
May 14-16, 1999—Neurology for the Non-Neurologist. Bally’s, Las Vegas,

KEY TO ABBREVIATIONS
DREW: Charles R. Drew Postgraduate Medical School, Office of Continuing

Medical Education, (213) 563-4800.

LLU: Loma Linda University, Continuing Medical Education Programs,

(909) 824-4963.

STAN: Stanford University, Postgraduate Education, (415) 723-5594.

UCD: University of California, Davis, Office of Continuing Medical
Education, (916) 734-5390.

UCI: University of California, Irvine, Memorial/UCl Center for Health
Education, (714) 824-5926.

UCLA: University of California, Los Angeles, Continuing Education in

Medicine and Health Sciences, (310) 794-2620.

UCSD: University of California, San Diego, Office of Continuing Medical
Education, (619) 534-3940.

UCSF: University of California, San Francisco, Extended Programs in Medical
Education, (415) 476-4251.

USC: University of Southern California, Postgraduate Division,

(800) USC-1 1 19.

NV. CME 1 1 hrs Category I. Contact: Linda Main, Meetings Coordinator,

MER, 1500 West Canal Court, Suite 500, Littleton, CO 80120-4569;

(800);42 1-3756; Fax (303)798-5731.

OB/CYN
April 28. 1999

—

Mangement of Benign Uterine Conditions. UC Davis at

Cancer Center Auditorium, Sacramento, CA. 4 hrs. $50. Contact: UCD
(916) 734-5390.

September 25-26, 1999

—

Ultrasound Update: 1999. Hilton Hotel.

Sacramento, CA. (916) 734-5390.

December 10-12, 1999

—

Issues in Women’s Health. Tropicana, Las Vegas,

NV. CME 1 1 hrs Category I. Contact: Linda Main, Meetings Coordinator,

MER, 1500 West Canal Court, Suite 500, Littleton, CO 80120-4569;

(800) 421-3756; Fax (303)798-5731.

OCCUPATIONAL & ENVIRONMENTAL
May 14—15, 1999

—

Occupational and Environmental Medicine: 1999. UC
Davis at Cancer Center Auditorium, Sacramento, CA. Contact: UCD at

(916) 734-5390.

August 5-6, 1999

—

Occupational & Environmental Toxicology for

the Health & Safety Professional. UC Berkeley. Holiday Inn Bay
Bridge, Emeryville, CA. Contact: Center for Occupational &
Environmental Health, UC Berkeley, Richmond Field Station,

1301 S. 46th St., Bldg. 102, Richmond CA 94804; (510) 231-5645;
http://socrates.berkeley.edu/~coehce/.

September 23-26, 1999

—

Western Occupational Health Conference
(WOHC). American College of Occupational and Environmental

Medicine and the Western Occupational and Environmental Medical

Association at Monte Carlo Resort and Casino, Las Vegas, NV. 21 hours.

Contact: Justine Abel, WOHC, 74 New Montgomery, Suite 230, San
Francisco, CA 94105-341 1. Phone: (415) 764-4083; Fax (415) 764-4915;

woema@hp-assoc.com; www.woema.com.

ONCOLOGY
September 17-18, 1999

—

5th Annual Cancer Research Symposium. UC
Davis at Cancer Center Auditorium, Sacramento, CA. Contact: Office of

CME, UC Davis Medical Center, 2315 Stockton Blvd., Camellia Cottage,

Room 1019, Sacramento, CA 95817. Phone: (916) 734-5390; Fax (916)

734-8966.

October 14-16, 1999

—

23rd Annual Physicians Cancer Symposium.
Scripps Health, Stevens Cancer Center, San Diego, CA at La Jolla Hyatt

Regency Hotel. 16.5 CME hours. Contact: Ruthanne Crawford, Stevens

Cancer Center, Scripps Memorial Hospital 9888 Genesee Avenue, La
Jolla, CA 92037. Phone: (619) 626-6756; Fax (619) 626-6793; racraw-

ford@ch2.edu.

October 14-16, 1999

—

19
th
Annual Nurses Cancer Symposium. Scripps

Health, Stevens Cancer Center, San Diego, CA at La Jolla Hyatt

Regency Hotel. 18 contact hours. Contact: Ruthanne Crawford, Stevens

Cancer Center, Scripps Memorial Hospital 9888 Genesee Avenue,
La Jolla, CA 92037. Phone: (619) 626-6756; Fax (619) 626-6793;

racrawford@ch2.edu.

OPHTHALMOLOGY
May 21, 1999

—

UC Davis Annual Ophthalmology Symposium. UC Davis
at the Hilton Hotel, Sacramento, CA. Contact: UCD (916) 734-5390.

June 12, 1999

—

Pearls of Ocular Therapy. Scripps Clinic at Scripps Clinic,

La Jolla, CA 6.5 hours. Contact: Jill Hofmanns, Conference Services

Supervisor, Dept, of Academic Affairs, 403C, 10666 No. Torrey Pines

Rd., La Jolla. CA 92037. Phone: (619) 554-8556; Fax (619) 554-6310.

ORTHOPEDICS
June 13-18, 1999

—

23rd Annual Fingers to the Toes Primary Care
Orthopaedics. Stanford Sierra Camp, near South Lake Tahoe, Fallen Leaf
Lake, CA. Contact (916) 734-5390.

PEDIATRICS

May 6-8, 1999—Advances and Controversies in Clinical Pediatrics. UCSF
at Ritz-Carlton Hotel on Nob Hill, San Francisco, CA. Contact: UCSF
(415) 476-5808 or Fax (415) 502-1795.

May 17-19, 1999— 18th Annual Conference on Child Abuse and Neglect. UC
Davis at the Radisson Hotel, Sacramento, CA. 21 hrs. $195. Contact:
UCD at (916) 734-5390.
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June 4-7, 1999

—

Pediatric Environmental Health: Putting It Into

Practice. Children's Environmental Health Network. Westin St. Francis,

San Francisco, CA. $250-350. Contact Children’s Environmental Health

Network, (510) 597-1393 x 14 or cehn@cehn.org.

July 16-17,1999

—

Seventh Annual Pediatric Update. Sponsored by Lucile

Packard Children’s Health Services at Stanford and faculty from UCSF
and Stanford Schools of Medicine. Lucile Packard Children's Hospital.

Contact: Elinor Meyer, Continuing Medical Education and Physician

Relations Department, Lucile Packard Children’s Hospital, 725 Welch
Road. Palo Alto.CA 94304 (650) 497-8554.

PHYSICAL MEDICINE AND REHABILITATION

June 5-6, 1999

—

Annual Meeting of California Physical Medicine and
Rehabilitation. CPMR at Radisson Hotel. Santa Barbara, CA. 13 hours.

Contact: CSIM. (659) 573-6082.

PRIMARY CARE

June 5-7, 1999

—

8th Annual Primary Care Treatment of Pain. Tenaya
Lodge at Yosemite, Fish Camp, CA. (916) 734-5390.

July 25-29, 1999

—

19th Annual Current Concepts in Primary Care
Cardiology. Granlibakken Conference Center, Tahoe City, CA. (916)

734-5390.

October 22-24, 1999. Clinical Endocrinology for Primary Care
Physicians. Tropicana, Las Vegas, NV. CME 1 1 hrs Category I. Contact:

Linda Main, Meetings Coordinator, MER, 1500 West Canal Court, Suite

500, Littleton, CO 80120-4569; (800) 421-3756; Fax (303) 798-5731.

RADIOLOGY
September 25-26, 1999

—

Ultrasound Update: 1999. UC Davis at Hilton

Hotel, Sacramento, CA. Contact: UCD (916) 734-5390.

RESPIRATORY

Managing Respiratory Disease—April 23-25, 1999-Las Vegas, NV; June

1 1-13, 1999-San Francisco, CA; August 6-8, 1 999-Monterey, CA. CME
1 1 hrs Category I. Contact: Linda Main. Meetings Coordinator. MER.
1500 West Canal Court, Suite 500, Littleton, CO 80120-4569 (800)421-

3756 Fax (303)798-5731.

SURGERY

April 24, 1999

—

3rd Annual Organ Transplant Conference. UCD at

Cancer Center Auditorium. Sacramento, CA. Contact UCD (916) 734-

5390.

May 27-29, 1999

—

2nd Annual Current Issues in Anatomic Pathology
-1999. UCSF at Mark Hopkins Intercontinental Hotel, SF. 19.5 hrs. $595.

Contact: UCSF (415) 476-5808.

June 23-26, 1999

—

16
th Annual San Diego Shoulder Arthorscopy/Autoclasty

Course. Tri City Medical Center at Hyatt Regency La Jolla. 28.25 hours.

$1650. Contact: Rebecca Quiring, Course Coordinator, 3905 Waring
Road, Oceanside, CA 92056.Phone (760) 940-2066.

GENERAL/MULTIDISCIPLINARY

April 23-25, 1999—Physician Leadership Program. California Academy of

Family Physicians at Claremont Hotel, Berkeley, CA. 20 hrs. $ 1 245—$ 1395.

Contact: Laura Johnson Morasch (415) 394-9121. Web:
www.familydocs.org/Orgs7hcli.html E-mail: HCLI@familydocs.org.

April 28-May 8, 1999

—

Blue Water Medical Seminar. Tri City Medical Center

at Baja California aboard Royal Star Sportfisher. 20 hrs. $3300. Contact:

Ronald Mcdak (760) 727-7863.

May 16-19, 1999

—

Alternative Medicine, Scottsdale, AZ. Sponsored by
Continuing Medical Education Associates. Marriott Camelback Inn,

Scottsdale, AZ. Method: AV. L, SB, W. 20 hrs credit: AMA, AOA, AAFP.
$575. Contact: Victoria Gonzales, P.O. Box 27049, San Diego, CA 92198.

(800) 993-2632 or (619) 674-5200.

May 25 & 26, 1999

—

BLS Instructor Course. American Heart Association at

San Leandro, CA. 1 1 hrs. $120. Contact: CPR Seminar (925) 754-7900.

June 22-29, 1999

—

Wellness in Practice: Mindfulness-Based Stress Reduction
in Mind/Body Medicine. Enloe Medical Center at Mana L’ea Retreat Center,

Maui. Contact: Maui Stress Reduction Retreats, Steve (530) 898-1495.

August 24-25, 1999—BLS Instructor Course. American Heart Association

at San Leandro. 1 1 hrs. Contact: CPR Seminars (925) 754-7900.

October 15-17, 1999

—

Physician Leadership Program. California

Academy of Family Physicians at Laurel Heights Conference
Center, SF. 20 hrs. $1245-$ 1395. Contact: Laura Johnson Morasch
(415) 394-9121. Web: www.familydocs.org/ Orgs7hcli.html (e-mail:

HCLI@ familydocs.org).

GENERAL
Converse in Spanish. October 1-4, 1999—Maricopa Health System at

Scripps Memorial, San Diego. 36 hrs. $695. Contact: Rios Associates

(619) 218-4875.

Masters of Medicine 1999. October 21-25, 1999—Continuing Medical
Education Associates at Maui Marriott, Maui HI. 30 hours. $795. Contact:

CMEA, P.O. Box 57072, Irvine, CA 92619-7072. Phone (800) 447-4474
or (949) 250-1008. Fax (949) 250-0445.

LOSS PREVENTION

September 22-25, 1999

—

Legal Issues in Damaged Brain Injury Cases.

Westin St. Francis Hotel, San Francisco, CA. Contact (916) 734-5390.

HOME STUDY/SELF ASSESSMENT
California Physicians’ Legal Handbook Series. California Medical

Association. Contact: CMA, P.O. Box 7690, San Francisco 94120-7690.

(800) 882-1262.

Breast Cancer, Early Detection and Control. Texas Medical Association.

CD ROM. $70. 2 hrs. Contact: Texas Medical Association, (800) 880-

1300; http://www.texmed.org/health_science/hs_poep.html

COLORADO
To list CME programs here, please send information at

least two months in advance to: Mr Robert L. Kennedy,

Denver Medical Society, 1850 Williams Street, Denver, CO
80218; or telephone (303) 377-1850. Brochures, course

information, and registration forms are available from the

contact person or organization.

Tuesday Noon Conferences

—

Various Topics in Medicine. Lutheran

Medical Center. Wheat Ridge. Contact: Jean A. Kline, (303) 425-2951.

First Wednesday of Each Month

—

Various Topics in Neurology. Colorado

Society of Clinical Neurologists. Contact: Colorado Society of

Neurologists, (303) 449-3566.

Second Wednesday of Each Month

—

Cardiovascular Education Series. St

Anthony Hospital at St Anthony Hospital, Denver. Contact: Rose Powell,

(303) 629-3678.

April 30-May 2, 1999

—

Dermatology For The Non-Dermatologist. South

Sea Plantation, Captiva Island, FL. Fee $375. Contact Linda Main,

Meetings Coordinator, MER, 1500 West Canal Court, Suite 500, Littleton,

CO 80 1 20-4569. (800) 42 1 -3756, (303) 798-9682 or Fax (303) 798-573 1

.

April 30-May 2, 1999

—

Clinical Endocrinology For Primary Care
Physicans. Hyatt Regency, New Orleans, LA. Fee $375. Contact Linda

Main, Meetings Coordinator, MER, 1500 West Canal Court, Suite 500,

Littleton, CO 80120-4569. (800) 421-3756, (303) 798-9682 or Fax (303)

798-5731.

May 14—16, 1999

—

Managing Respiratory Diseases. Hilton Resort. Hilton

Head, SC. Fee $375. Contact Linda Main, Meetings Coordinator, MER,
1500 West Canal Court, Suite 500, Littleton, CO 80120-4569. (800) 421-

3756, (303) 798-9682 or Fax (303) 798-5731.

June 17-19, 1999

—

Issues in Women’s Health. Hyatt Regency, Grand
Cayman. Contact Linda Main, Meetings Coordinator, MER, 1500 West

Canal Court, Suite 500, Littleton, CO 80 1 20-4569. ( 800) 42 1 -3756, (303) I

798-9682 or Fax (303) 798-5731.

June 18-20, 1999

—

Neurology For The Non-Neurologist. Buena Vista

Palace, Orlando, FL. Fee $375. Contact Linda Main, Meetings
Coordinator, MER, 1500 West Canal Court, Suite 500, Littleton, CO
80120-4569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.
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June 24-26, 1999

—

Clinical Endocrinology For Primary Care Physicans.

Sonesta Beach Resort, Bermuda. Fee $375. Contact Linda Main. Meetings

Coordinator, MER, 1500 West Canal Court, Suite 500, Littleton, CO
80120-4569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

June 25-27, 1999

—

Coronary Heart Disease Update. Sheraton Fiesta Beach
Resort, S. Padre Island, TX. Fee $375. Contact Linda Main, Meetings
Coordinator, MER. 1500 West Canal Court, Suite 500, Littleton, CO
80120-4569. (800) 421-3756, (303) 798-9682 or Fax (303) 798-5731.

CONTACT INFORMATION

U of Colo—Contact: University of Colorado Health Sciences Center, School of Medicine.

Office of Continuing Medical Education. 4200 E 9th Ave. Denver 80262. (303) 372-9050 or

(800) 882-9153; Fax (303) 372-9065.

IDAHO
To list CME programs here, please send information at least

two months in advance to: Ada County Medical Society,

Inc. 305 W. Jefferson, PO Box 2668, Boise, Idaho 83701.

(208) 336-2930. Brochures, course information, and regis-

tration forms are available from the contact person or orga-

nization.

June 10-12, 1999

—

22
nd

Annual Snake River Medical Forum. St. Joseph

Regional Medical Center at Red Lion Hotel, Lewiston, ID. Contact: Koleen
Wagner at (208) 799-5460.

NEW MEXICO
Information, requests for accreditation, and items to be

listed should be sent to the chair of the CME Committee,
New Mexico Medical Society, 7770 Jefferson, Suite 400, Al-

buquerque, NM87109, at least two months in advance. For

information on CME accreditation or on the CME require-

ments of the New Mexico Board of Medical Examiners,

please write to the above address or call (505) 828-0237.

NOTE: Course information in the following listing is subject

to change on occasion. Check with the sponsoring institu-

tion for current details.

Every First and Third Tuesday

—

Building and Implementing Clinical

Practice Guidelines at the Point of Care. Contact: Thomas A. Naegele,

DO, (505) 275-7267.

April 28-30, 1999

—

The Fourth Annual Clinical Cardiology Management
and Diagnostic Dilemmas. Eldorado Hotel, Santa Fe, NM. 17 Category 1

AMA. Contact: Registration Secretary, American College of Cardiology,

91 1 1 Old Georgetown Rd, Bethesda, MD 20814-1699 (800) 253-4636, ext.

695.

July 30-August 1, 1999

—

Neurology for the Non-Neurologist. Eldorado
Hotel, Sante Fe, NM. CME 1 1 hrs Category I. Contact: Linda Main,
Meetings Coordinator, MER, 1500 West Canal Court, Suite 500, Littleton,

CO 80120-4569; (800) 421-3756; Fax (303)798-5731.

SATELLITE COURSES

Contact: Joe Treat or Jim Cato. Immunization Program, (505) 827-2366.

CONTACT INFORMATION

UNMSOM—University of New Mexico School of Medicine, Office of CME,
PO Box 713, Albuquerque 87131. (505) 277-3942.

UTAH
All courses listed meet the criteria for Category 1 of the

Physician's Recognition Award of the AMA. To list AMA Cat-

egory 1 CME courses, send information at least two months
in advance to the Office of Continuing Medical Education,

540 East Fifth South, Salt Lake City, UT 84102; or phone

(801) 355-7477. For information on CME accreditation,

please write the CME office at the above address. NOTE:
Course information in the following listing is subject to

change on occasion. Check with the sponsoring institution.

MEDICAL GRAND ROUNDS
Weekly

—

Grand Rounds in Internal Medicine, Psychiatry, OB/GYN, and
Pediatrics. Contact: UUSM.

Weekly

—

Pediatric Grand Rounds. Contact: PCMC.

WASHINGTON
The listing of continuing medical education programs in

Washington state is compiled by the Washington State

Medical Association. To list Category 1 programs here,

please send information at least two months in advance to

Continuing Medical Education, Washington State Medical

Association, 2033 Sixth Avenue, Suite 1100, Seattle,

WA98121; or phone (206) 441-9762 or (800) 552-0612.

Brochures and registration forms are available from the

contact person or organization listed at the end of each

course or in the list of course sponsors and contact infor-

mation.

COURSE SPONSORS AND CONTACT INFORMATION

CME HARBORVIEW—Contact: Gayle Splater, Cytology Continuing Education. Dept, of

Pathology, Harborview Medical Center, 325 Ninth Ave, Seattle, WA98104. (206) 223-5953.

PCMS CME—Contact:Executive Director, College of Medical Education. 705 S Ninth, No.

203, Tacoma, WA 98405. (206) 627-7137.

U/W (UNIVERSITY OF WASHINGTON)—Contact: U/W School of Medicine, Div. of

CME, SC-50, Seattle, WA98195. (206) 543-1050.

VMMC (VIRGINIA MASON MEDICAL CENTER)—Contact: Linda Orgel, Division of

Continuing Medical Education, Virginia Mason Medical Center, POBox 900, Seattle, WA
98111.(206)340-2058.

WSMA—Washington State Medical Association, Continuing Medical Education, 2033 Sixth

Ave, Ste 1 100, Seattle, WA 98121. (206) 441-9762.

WYOMING
All courses meet the criteria for Category 1 of the Physi-

cian's Recognition Award of the AMA. To list AMA Category

1 CME courses here, send information at least two months
in advance to the Medical Education Committee, Wyoming
Medical Society, P.O. B ox 4009, Cheyenne, WY 82009;
email skeefe@wyomed.orq; phone 307 634-2424; Fax 307
632-1973.

June 16-18, 1999

—

Annual Meeting/Scientific Session: Wyoming Medical
Society. Jackson Lake Lodge, Moran WY. Contact: Susie Wacker, PO. Box
4009, Cheyenne, WY 82003 or swacker@wyomed.org.
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August 30-September 1. 1999

—

Tutorial in the Tetons. American College of

Cardiology at Jackson Lake Lodge, Moran WY. 14.5 CME. Contact:

Registration Secretary, Extramural Programs Dept., American College of

Cardiology. 91 1 1 Old Georgetown Rd., Bethesda, MD 20814-1699; (800)

253-4636.' ext. 695. Fax: (301) 897-9745.

OTHER CME OPPORTUNITIES
Brochures and registration forms are available from the

contact person or organization listed at the end of each

course or in the list of course sponsors and contact infor-

mation.

April 28-May 2, 199 — 32nd Annual Spring Conference. Sheraton Seattle

Hotel & Towers. Seattle, Washington. Contact: Ray Rosetta, Meetings and
Programs Director, Society of Teachers of Family Medicine, 8880 Ward
Parkway, Kansas City, MO 64114. Phone (800) 274-2237, ext. 4512.

May 14, 1999

—

Setting a New Standard of Care: An Office-Based

Management Program for Hyperlipidemia in a Managed Care
Environment. National Association of Managed Care Physicians. Hyatt

Crystal City, Arlington, VA. Contact: National Association of Managed
Care Physicians. (804) 527-1905.

June 11-13, 1999

—

41
s1 Annual Scientific Meeting of the American

Association for the Study of Headache. Marriott Copley Place. Boston,

MA. Contact: Melissa Bishop, (609) 423-3195; Fax (609) 423-0082.

July 18-21, 1999

—

Eighth National Alzheimer’s Disease Education
Conference. Alzheimer’s Disease and Related Disorders Association at

Long Beach Convention Center, Long Beach, CA. Contact: Nicolle Heller,

Alzheimer’s Association, (312) 335-4037; Nicolle.Heller@alz.org.

September 30- October 2, 1999

—

7
lh
Annual Conference on Management of

the Tinnitus Patient. University of Iowa College of Medicine at Medical
Alumni Auditorium, Room E331 UIHC, The University of Iowa Hospitals

and Clinics, Iowa City, IA. Contact: Cheryl Schlote, Phone: (319) 384-

9757; Fax (319) 353-6739; cheryl-schlote@uiowa.edu.

NOTICE

State Associations should send their CME listings for publication to:

Catherine Nancarrow, Editorial Manager

The Western Journal ofMedicine

P.O. Box 7690

San Francisco, CA 94120-7690

(415)974-5977 . Fax (415) 882-3379
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Next Month

WJM The same high standards—
A whole new approach.

In next month’s issue, The Western Journal of

Medicine will acquire a new name: WJM. It will also

have a new look. The new WJM is dedicated to being a

voice for health care providers in Western states, and a

forum for the issues that are important to them. It will

be informative, evidence-based, enjoyable, and read-

able. WJM will emphasize primary care, appreciate

specialty care, and be open to new ideas about the prac-

tice of medicine.

The new journal will maintain the high standards set

by the old Western Journal ofMedicine for the publica-

tion of high quality peer-reviewed research. Some of the

editorial staff of the old Western Journal will continue to

work with us, but we will also be asking new contribu-

tors to help us explore and debate controversial and

significant issues in health care.

We strive to offer practical, reliable information for

clinicians, and new sections have been established for

that purpose. “Medicine Cabinet” will offer pharmacy

tips from pharmacists. “Evidence-Based Case Reviews”

will provide extensively referenced guides to the man-

agement of common and uncommon clinical problems.

“Research Digest” will offer summaries of important

recent research.

We also hope to be the place our readers turn for news
of what is happening in health care in Western states and

provinces. To that end, our “News and Features” section

will offer in-depth reporting by journalists, as well as

brief synopses of medical events that have been receiv-

ing attention.

In our “Media Watch” section, we will criticize and

comment on how the media covers health care. We will

provide a space for physicians and patients to describe

and reflect on their own personal experiences in the

health care system in a section called “Speaker’s Cor-

ner.” Remarkable programs in health care and medical

education will be described in the section “West of the

Rockies,” and new columnists will offer us a regular per-

spective from the Southwest and the Northwest.

The new WJM espouses the belief that the medicine

of the millenium cannot be described in words alone.

Medical and nonmedical images will be found through-

out the journal. Radiographic imagery will be presented

in a new section called “Med.Pix,” while the cover and

the last page of the journal will always be reserved for

evocative images by Western photographers.

A journal is first and foremost about communica-
tion. The new WJM aims for improved communication

with our readers and our contributors. We are asking

readers to be in touch with us not only via the mail, but

also via the rapid response mechanism that will be

available on the journal’s website some time in the next

few months.

We are also asking readers to submit clinical ques-

tions for the section, “Curbside Consult,” and we will

find experts to respond. As for our contributors, we are

working hard to lessen the time from submission to pub-

lication while still ensuring thorough review by outside

experts and inside editorial staff. We realize that this is

crucial to attracting high-quality submissions and to pro-

viding information to our readers in a timely fashion.

Keep an eye out for your May copy of the journal and

let us know your thoughts once you’ve seen it.

MICHAEL S. WILKES, MD, PHD
Editor

MIRIAM SHUCHMAN, MD
Editor
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Original Research

Methamphetamine Abuse and Emergency
Department Utilization

JOHN R. RICHARDS, MD; STEPHEN W. BRETZ, MD; EMILY B. JOHNSON; SAMUEL D. TURNIPSEED, MD;

B. TOMAS BROFELDT, MD; ROBERT W. DERLET, MD; Sacramento, California

Methamphetamine (MAP) abuse continues to increase worldwide, based on morbidity, mortality, drug

treatment, and epidemiologic studies and surveys. MAP abuse has become a significant health care,

environmental, and law enforcement problem. Acute intoxication often results in agitation, violence,

and death. Chronic use may lead to infection, heart failure, malnutrition, and permanent psychiatric

illness. MAP users frequently use the emergency department (ED) for their medical care. Over a 6-

month period we studied the demographics, type, and frequency of medical and traumatic problems

in 461 MAP patients presenting to our ED, which serves an area noted for high levels of MAP produc-

tion and consumption. Comparison was made to the general ED population to assess use patterns.

MAP patients were most commonly Caucasian males who lacked health insurance. Compared to other

ED patients during this time, MAP patients used ambulance transport more and were more likely to

be admitted to the hospital. There was a significant association between trauma and MAP use in this

patient population. Our data suggest MAP users utilize prehospital and hospital resources at levels

higher than the average ED population. Based on current trends, we can expect more ED visits by MAP
users in the future.

(Richards JR, Bretz SW, Johnson EB, Turnipseed SD, Brofeldt BT, Derlet RW. Methamphetamine abuse and emergency
department utilization. West

J
Med 1999; 170:198-202)

Methamphetamine (MAP) is a central nervous sys-

tem (CNS) stimulant that has an extensive history

of abuse since its advent 80 years ago. Illicit MAP use

has been increasing steadily in the United States and is

rapidly spreading worldwide. MAP is now the most com-

mon drug of abuse presenting to emergency departments

(ED) in the western United States.
1 Intoxicated MAP

patients often present with agitation, violence, and loss of

self-control and represent a threat to themselves and care-

givers.
2 Chronic MAP users often develop paranoia and

lasting psychosis as well as deterioration of judgment

and fine motor skills, which may predispose them to

injury from moving vehicle accidents. 3 4 Chronic use also

results in serious health problems including malnutrition,

poor dentition, exhaustion, and systemic or soft-tissue

infection from injecting MAP. 5 Criminal and violent

behavior associated with MAP may lead to blunt and

penetrating traumatic injury.
6 - 7 Patterns of use vary con-

siderably and include occasional or sporadic use, to

“bingeing” over a period of several days. Inevitably,

increasing MAP abuse translates into more frequent ED
visits by this population. To better appreciate the protean

nature of MAP abuse, we reviewed ED visits by patients

with positive toxicology screens for MAP to determine

demographics, the relative frequency of associated med-

ical and traumatic problems, and disposition. We also

compared these variables with the remaining ED popula-

tion to assess ED use patterns.

Materials and Methods

This study was done over a 6-month period from Sep-

tember 1 996 through February 1 997 at the University of

California, Davis Medical Center, a large urban univer-

sity hospital with an annual ED census of 70,000 visits.

This hospital is a level I trauma center and represents the

de facto public hospital for its urban geographic area,

serving a population of 400,000 within the city limits and

1 .5 million in the surrounding area. Our institution pro-

vides health care for a high proportion of uninsured

patients and for those patients brought in by police from

the street or from jail. Retrospective review of all patients

presenting to the ED with a urine toxicology screen pos-

itive for MAP was performed. Charts were abstracted for

From the Division of Emergency Medicine. University of California, Davis Medical Center. Sacramento. California.

Presented at the First Asian Congress on Emergency Medicine, October 1998, Singapore.

Reprint requests to John R. Richards, MD, Division of Emergency Medicine, 2315 Stockton Boulevard, Sacramento, CA 95817 (e-mail: jrrichards@ucdavis.edu).
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TABLE 1-- Demographic Differences Between MAP and Non-MAP Patients*

MAP n (%) non-MAP n (%) OR (95% Cl) P

Age ± SD (y) 34.9 ± 8.5 41.2 + 13.6 < 0.001

Male 295 (64) 16,721 (52) 1 .6 (1 .4, 2.0) < 0.001

Female 166 (36) 15,435 (48) 0.6 (0.5, 0.7) < 0.001

Race

Caucasian 341 (74) 16,399 (51) 2.7 (2.2, 3.4) < 0.001

Hispanic 63 (13) 3,859 (12) 1.2 (0.9, 1.5) 0.3

African American 37(8) 6,110(19) 0.4 (0.3, 0.5) < 0.001

Asian/Pacific Islander 18(4) 5,576 (17) 0.2 (0.1, 0.3) < 0.001

Native American 2(1) 212(1) 0.6 (0.2, 2.6) 0.7

Insurance

None 375 (81) 17,685 (55) 3.6 (2.8, 4.5) < 0.001

MediCal/MediCare 56(12) 8,360 (26) 0.4 (0.3, 0.5) < 0.001

HMO/MCO 20(5) 4,823 (15) 0.3 (0.1, 0.4) < 0.001

Self-pay 10(2) 1,288 (4) 0.5 (0.3, 0.9) 0.06

•All findings significant at P < 0.001

.

SD = standard deviation, HMO/MCO = health maintenance organization/managed care organization

patient demographics, insurance status, chief complaint,

mode of arrival, vital signs, laboratory results, smoking

habits, procedures, disposition, and outcome. The rapid

urine toxicology screen for drugs of abuse, which detects

cocaine, opiate derivatives, benzodiazepines, barbitu-

rates, tetrahydrocannabinol, and phencyclidine, was

processed on a CX-7 analyzer in the ED (Beckman
Industries, Fullerton, California). Univariate statistical

analysis was done using chi-square and unpaired Student

t tests. Calculations were done with Stata 5.0. Data are

reported as mean ± standard deviation (SD) unless other-

wise stated. Statistical significance is assumed at a level

P ^ 0.05. This study was approved by the human sub-

jects review committee at our institution.

Results

A total of 461 patients were identified as having

MAP on their urine toxicology screens. During the study

period there were 3,102 total urine toxicology screens

performed on ED patients and 32,156 total ED visits.

Comparison of demographics between patients with

positive toxicology screens for MAP and all others are

presented in Table 1 . The range of age for MAP patients

was 3 to 67 years.

Concomitant drug use by MAP patients was also

recorded. Tobacco use was documented in 413 MAP
patients (90%). Ninety-two patients (20%) coingested

ethanol, with an average blood level of 125 ± 32 mg/dl.

Other drugs detected included opiates (n = 61, 13%),
cocaine (

n

= 34, 7%), benzodiazepines (

n

= 21, 5%),
tetrahydrocannabinol (

n

= 20, 4%), and phencyclidine

(

n

= 2, 0.4%). With regard to mode of arrival, MAP
patients were most likely to use ambulance transport

(n = 319, 69%), followed by: brought in by self, family.

or friend (n = 66, 14%); brought in by police (n = 56,

12%); and mental health facility transfer (

n

= 20, 4%).

During this period there were 7,584 total ambulance

transports to our institution. A significant difference in

use of ambulance transport existed between MAP and

non-MAP patients (69% versus 22%, P < 0.001).

Chief complaints and admissions are displayed in

Table 2. A total of 268 MAP patients were admitted to

the hospital from the ED (58%), followed by 89 who
were discharged directly to home (19%). Sixty-three

MAP patients were discharged to an inpatient psychi-

atric facility from the ED (14%), and 41 MAP patients

went directly to jail (9%). During this period there were

7,074 admissions to the hospital from the ED. Differ-

ence in admission rates for MAP patients and non-MAP
patients was significant (58% versus 22%, P < 0.001).

Average stay for MAP patients was 2.8 ±1.8 days, and

386 of the 461 MAP patients had two or more ED visits

within the past 12 months.

A total of 172 MAP patients (37%) had injuries from

trauma (Table 2), of which blunt trauma was most com-
mon. Mechanism of injury is demonstrated in Table 3.

For the study period there were 6,753 trauma-related ED
visits. A significant difference was noted between MAP
patients and non-MAP patients for trauma-related com-
plaints (37% versus 21%, P < 0.001). Fifty-three of 172

MAP patients (31%) with trauma required sedation for

acute agitation.

The next most common presenting complaint for MAP
patients was altered level of consciousness (Table 2). In

this subgroup, 83 patients were acutely agitated. Sixteen

were noted on the ED record to have hallucinations, of

which 10 were of the visual and tactile sensation of insects

crawling on the patient’s body. None of these 10 patients

were experiencing ethanol withdrawal at the time. Sixteen
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TABLE 2.— Chief Complaints and Hospital Admissions

of MAP Patients

Chief Complaint Total n (%) Admissions n (%)

n VOIIc n = 268

Blunt trauma 152 (33) 112(74)

Altered LOC 108 (23) 52 (48)

Abdomen pain 58 (13) 18(31)

Suicide attempt 38 (8) 11 (29)

Chest pain 36 (8) 28 (78)

Skin infection 28 (6) 15(54)

Penetrating trauma 20 (4) 18(90)

Miscarriage 8(2) 6(75)

Ingestion 8(2) 5(63)

Headache 5 0) 3(60)

LOC = level of consciousness

patients had tonic-clonic seizures, of which 1 2 were new-

onset. The remaining 9 were evaluated for syncope.

Thirty-eight patients were suicidal. The most common
attempted mode of suicide was overdose (

n

= 22), fol-

lowed by slash wounds to extremities (

n

= 10), and jumps

from heights (n = 5). One patient attempted suicide by

striking a brick to his head several times after injecting

MAP. A total of 52 patients were brought in or placed on

a 72-hour psychiatric hold while in the ED. There were 8

cases of oral ingestion of MAP, 7 of which were for evad-

ing police detection of MAP possession. The remaining

patient was a 3-year-old boy who ingested some of his

parents’ MAP, which was lying on the floor.

Twenty-eight patients presented with skin infections

from injecting MAP, including 21 with abscesses and 7

with cellulitis. All 21 abscesses required incision and

drainage: 12 were performed in the ED under local anes-

thesia, and the remaining 9 were performed in the oper-

ating room. Of note, 18 of the 28 MAP patients with skin

infections insisted that a “spider bit them.”

Discussion

The demographics of MAP patients in this study cor-

relate well with previous studies describing defined pop-

ulations of MAP users. Baberg and colleagues screened

inpatient psychiatric consultations at a university med-

ical center and found that MAP use doubled over 6 years

in a population with demographics similar to ours.
8 Bai-

ley studied toxicology screens in university hospital

patients and reported demographics similar to our data.
9

The typical user in our study was a Caucasian male in

his early thirties with no health insurance. Thirty-six

percent of MAP patients were female, however, and the

use of MAP by females in general has been increasing.
1

Proposed reasons for this trend include the following

short-term benefits of MAP use: increased wakefulness

allowing for multiple jobs and overtime, weight loss.

and enhanced sexual drive. Anderson and Flynn

reported an estimated 7,000 MAP injectors in Sacra-

mento County, of whom most are male, Caucasian,

young, and employed. 10 A survey of adolescents by this

same team found that MAP was the most commonly
used drug after alcohol and marijuana, and 54% admit-

ted using MAP at least once. A 10-year-old study by

Derlet et al examined 127 cases of amphetamine toxic-

ity in the ED, and this group found these patients pre-

sented with a wide range of complaints, of which altered

mental status was foremost. 11 They found less associated

trauma compared to our results.

A remarkable association between MAP use and

injury from trauma existed in this study. Interpersonal

trauma, including gunshot wounds, stabbings, and

assaults, was responsible for a large number (n = 67) of

ED visits (Table 3). The predisposition for violence and

suicide from MAP abuse may account for the large pro-

portion of these cases. This association has been investi-

gated in previous studies.
6 - 7 Kratofil and colleagues

described self-injury and mutilation by MAP users.
12

Logan reported a correlation between MAP and violent

behavior in drivers arrested for driving under the influ-

ence of alcohol.
4

In another series by the same author,

146 deaths involving MAP were reviewed on autopsy,

and 27% resulted from homicidal and 15% from suicidal

violence.
7 A similar study from Spain also found a high

percentage of violent deaths in MAP-positive autop-

sies.
13 Bailey and coworkers reported MAP presence in

almost one-third of homicides and accidental overdoses

in San Diego County. 14
In the subculture of MAP users,

in which paranoia, poor judgment, predisposition for

violence, and access to weapons coexist, any potential

misunderstanding or disagreement, however insignifi-

cant, may lead to interpersonal violence.

The deleterious effect of MAP on psychomotor and

cognitive skills has been well documented. The most

notable consequence of this effect is an increased inci-

dence of moving vehicle accidents and falls. In a series

of moving vehicle accidents described by Logan et al.

poor coordination and judgment was responsible for the

majority of crashes, and typical driving behaviors

included drifting out of the lane of travel, erratic driving,

weaving, speeding, drifting off the road, and high speed

collisions
4 The majority of MAP patients with blunt

trauma in our study were involved in car crashes and

other moving vehicles, including 2 MAP users who were

riding bicycles and crashed into each other (Table 3).

Crouch and coworkers investigated fatal truck crashes

over a one-year period and found that an alarmingly high

percentage tested positive for MAP postmortem. 15

Although MAP does significantly extend periods of

wakefulness, this benefit is quickly negated by poor task

functioning. Wiegmann and colleagues studied the effect

of MAP on cognitive processing, which deteriorated

considerably with extended periods of wakefulness

induced by MAP. 16

Chronic MAP use also has been associated with the

development of schizophreniform mental illness, which
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TABLE 3.—Mechanism of Trauma for Injured MAP Patients

n (%)

Blunt n = 152

Auto/truck crash 64 (42)

Assault 47(31)

Fall 16(11)

Auto versus pedestrian 10(7)

Auto versus bike 9(6)

Motorcycle crash 5(3)

Bike versus bike 1(1)

Penetrating n = 20

Gunshot 11 (55)

Stabbing 9(45)

may be permanent. 17 The paranoia accompanying MAP
use is well documented. In one study only 32% of

patients admitted to using MAP when confronted with

their positive toxicology results.
2 A large number of

MAP injectors in our study {n = 18) claimed that their

soft-tissue infections were the result of a “spider bite.”

For 10 patients in this study, note was made in each

patient’s record that the patient stated someone may have

“slipped something in my drink” or “spiked my drink.”

The association of MAP use and smoking was pro-

found in our study. This association has been previously

described. 10 The combination of nicotine and MAP
results in a byproduct, cyanomethylmethamphetamine.

In one study by Sekine et al,
18

this compound was

demonstrated to have even greater psychostimulant

effects than MAP alone.

Our study population also demonstrated a strong

propensity for ethanol use. Slawecki and colleagues

studied the effect of MAP on ethanol use and found

MAP to increase the craving for ethanol and the volume
consumed. 19 Concomitant ethanol ingestion further

compromises the already impaired coordination and

judgment of MAP users who operate moving vehicles.

Users who inject MAP intravenously expose them-

selves to a large number of serious health problems. 5

Human immunodeficiency virus (HIV), viral hepatitis,

endocarditis, and pulmonary abscess may result from
MAP injectors using poor needle hygiene. 10 Molitor

and colleagues reported that MAP users, especially

those who administer MAP by injection, indulge in

higher-risk sexual behavior when compared to other

users of illicit drugs and are more likely to have a sexu-

ally transmitted disease. 20

The byproducts of clandestine MAP synthesis are

extremely hazardous, and there is little or no quality control

for the finished product. In Oregon, many injectors devel-

oped lead poisoning from a contaminated batch of MAP. 21

This study had several limitations. The study is a retro-

spective review. No protocol existed for selection of

patients for urine toxicology screening, which may have

biased our results. Our institution is located in an area

noted for high levels of MAP production and consump-

tion and provides health care to a large number of unin-

sured patients. Studies drawn from toxicology results

also may underestimate the frequency of drug abuse,

because patients who admit to using illicit drugs often are

not tested. The urine toxicology test was not followed

by more specific gas chromatography confirmation.

Although it is possible that some of the toxicology results

in this study may have been from false positives or iatro-

genic medication, we believe this number to be small and

did not measurably affect our results. There were no

indications in reviewing patient records that positive tox-

icology screens resulted from legitimate intake of over-

the-counter medications or from prescribed amphetamine

derivatives. Definitively linking MAP with the patient’s

chief complaint was not possible because the amount of

time elapsed between last MAP dose and presentation to

the ED could not be established.

Conclusion

Methamphetamine abuse patients presenting to the

ED tend to be young Caucasian males, tobacco smokers,

and have no health insurance. Compared to the average

ED patient, MAP patients use ambulance transport at a

much higher rate and are more likely to be admitted to

the hospital. A significant association between MAP
patients and trauma also existed. Methamphetamine

abuse will continue to worsen if current trends prevail.

Clinicians must be aware of the variable nature of MAP
abuse and its deleterious effect on patients’ mental and

physical health.
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During 3.5 years, 182 fractures occurred among 994 residents of a developmental center. The frac-

ture rate was 5.2 per 100 person-years (1.7 times greater than the rate in the US population).

Fracture rate was significantly greater in residents with: epilepsy, older age, male gender, white race,

independent ambulation, osteoporosis, and residence in intermediate care (versus skilled nursing)

units; it was not affected by severity of mental retardation. Hand and foot bones were fractured in

58% of cases. Femur fracture occurred in 13 cases (7%). Fracture was caused by a fall in 41 cases

(23%); its cause was indeterminable in 105 cases (58%). Fractures, occurring without significant in-

jury, may be an important cause of preventable disability in this population. Control measures are

suggested.

(Lohiya G-S, Crinella FM, Tan-Figueroa L, Caires S, Lohiya S. Fracture epidemiology and control in a developmental

center. West
j
Med 1 999; 1 70:203-209)

I
n 1997, there were approximately 146,517 people with

developmental disabilities (DD) in California; 4,102

of them resided in a developmental center.
1 To maintain

the quality of life for individuals with DD, it is important

to prevent acquisition of new disabilities. Attention

should therefore be focused on fractures because they

can cause substantial morbidity, and many can be read-

ily prevented. Per US data, an average fracture requires

active medical care in 97% of cases, and leads to 53

restricted-activity days, 16 bed days, 33 work-loss days,

and 8 school-loss days. 2

Fractures appear to be common in individuals with

DD, especially in those with epilepsy.
3-9 To reduce

fracture-related disability, it is crucial to identify fac-

tors that contribute to this predisposition. Only one

study has been published describing the epidemiol-

ogy of fractures in people with DD. 2 That study, how-
ever, was biased, as 98% of its subjects had epilepsy,

and were therefore prone to fractures.
3-9 We present

the epidemiology of fractures in a center whose resi-

dents are more representative of the general popula-

tion of people with DD, the majority of whom have

no epilepsy.

Method

This study was conducted at Fairview Developmental

Center, one of five long-term care facilities in California

for people with DD. Its features have been described

previously.
10 Consistent with a national trend for com-

munity care of people with lesser DD, 11 and the Coffelt

settlement requiring the same, 12 the Fairview Develop-

mental Center resident census has decreased to 40% of

its licensed capacity since its dedication in 1961. Conse-

quently, current residents are older, with more severe

medical or behavioral impairments. 11

Licensed staff routinely monitor all residents for

injury (pain, swelling, bruising, refusal to use a part).

All suspected injuries are evaluated by a physician and

radiographed, then a special incident report is pre-

pared in compliance with state regulation. All frac-

tures are listed on a fracture log. We reviewed records

of all persons who had a fracture during the preceding

3.5 years.

For all residents, information was obtained about

age, gender, race, level of mental retardation, care level

(skilled nursing or intermediate care), mobility (ability

to move about independently with or without a wheel-

chair), clinical diagnosis of osteoporosis or epilepsy,

and cause of fracture. If a single injury fractured multi-

ple bones, each fracture was counted separately. No res-

ident received alendronate or electroconvulsive therapy.

Common anticonvulsants prescribed for epileptics were

phenobarbital, phenytoin, carbamazepine, valproic

acid, and gabapentine.
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Figure 1 .

—

Radiograph illustrating osteoporosis. The bold

paired arrows point to a compression fracture of a verte-

bral body. There is loss of trabecular bone causing accen-

tuation of the vertebral end plates (curved arrow). Notice

the loss of normal contrast between the radiodensity

of spinal column and adjacent soft tissues, reflecting

reduced bore mass (porosis: porous bone).

Observed fracture rates were standardized against

the US population rates for age, sex, and race (Table 1).

One-sided Poisson probability test was used to deter-

mine the significance of the difference between observed

and expected rates using a Bonferroni corrected stan-

dard. Poisson probability value of <.01 was considered

statistically significant. For features with no national

rates, relative risk was estimated by determining the

odds ratio and 95% confidence limits. The odds ratio

was considered significant at P < .05 if the 95% confi-

dence bounds did not incorporate the number l.
13

Results

The Center’s midstudy census was 994 residents. One
or more fractures occurred among 114 (11.5%) resi-

dents. During 3.5 years, 182 bones were fractured, yield-

ing a fracture rate of 5.2 fractures per 100 person-years

(Table 1). The observed rate was 1.7 times greater than

the fracture rate (3.0 fractures per 100 person-years) for

the US population 2
.

Fracture rates standardized for age, sex, and race

are presented in Table 1. The observed number of frac-

tures (

n

= 182) was significantly greater than the

expected number of fractures (

n

= 104). The fracture

rate was significantly greater in residents with

epilepsy, male gender, older age, white race, osteo-

porosis, ambulation, and residence in intermediate-

care-units. Rate was not affected by the severity of

mental retardation (Table 2).

Fracture incidence stratified by the affected bone is

presented in Table 3. Most fractures (

n

= 105 or 58%)
occurred in hand (

n

= 62) and foot (n - 43) bones. Frac-

ture incidence according to the number of fractures per

affected subject is presented in Table 4; 87% of subjects

sustained only one or two fractures. Causes of fractures

are presented in Table 5; falls were related to 41 (23%)

fractures. Features suggestive of osteoporosis (Figure 1)

and osteomalacia (Figure 2) were present in occasional

radiographic films.

Discussion

The fracture rate is significantly greater in our resi-

dents than the noninstitutionalized civilian US population

(5.2 versus 3.0 fractures per 100 person-years. Table l).
2

This is a cause for concern. Most civilians sustain frac-

tures following significant trauma related to work, sports,

or automobiles. In contrast, our residents are at minimal

risk for such injury as they live in a sheltered environ-

ment. Fewer than 10% are employed (in low hazard occu-

pations such as collating, sorting, assembling, and food

serving). Sports are light, and involve minimal physical

contact. Road trips are few, so no commute is involved.

It can be argued that the published fracture incidence

for the US population is spuriously low due to poor case

finding related to the use of interviews as the data

source. This potential weakness is unlikely to be signifi-

cant, since 97% of all fractures inevitably produce clini-

cal manifestations leading to a definite diagnosis.

Contrarily, the US rate may be spuriously high as its

numerator, but not ours, includes dislocations in addition

to fractures.
2
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TABLE 1 —Observed Fractures Standardized for Age, Sex, and Race with US Population

Feature, Number

of Residents (n)

Number of Fractures

Observed/Expected in 3.S y

Rote Observed/Expected

per 1 00 Person-y

Poisson Probability

One-sided Test

Males, age

<5 y, n = 3 0/0.1 0/1.5 N/A

5-17 y, n = 21 3/3.8 4. 1/5.1 .72268

18-44 y,n = 458 91/64.1 5.7/4 .00090

>45 y, n = 97 20/8.2 5.9/24 .00032

Total, n = 579 114/76 5. 6/3.

6

.00001

Females, age

<5 y, n = 2 0/.2 0/2.4 N/A

5-1 7 y, n = 21 1/3 1.4/4.1 .95088

1 8-44 y,n = 309 40/16.2 3.7/1 .5 .00001

>45 y, n = 83 27/9 9. 3/3.1 .00001

Total, n = 415 68/28 47/2.5 .00001

Race

White, n = 771 165/89 6.1/3.

3

.00001

Nonwhite, n = 223 17/17 2.2/22 .54864

Total, n = 994 182/104 5.2/3.0 .00001

Poisson probability: The difference between the observed rate and the expected rate is statistically significant if the value is less than .01, using a Bonferroni

corrected standard of .0009 = .01/11.

N/A: Not Applicable. Sample size and/or number of observations are insufficient to test the hypothesis.

Calculation of observed fracture rate per 100 person years: Number of fractures in 3.5 years x 100 + resident census -e 3.5 years.

TABLE 2.--Epidemiologic Features of Study Population, Number of Bones Fractured, and Fracture Rates During 3.5 Years

Feature Sample Size, n Fractures: Number, Rate per 1 00 Person-y Odds Ratio 95% Confidence Bounds

Epilepsy 1.886 1.356-2.624

Present 295 75, 7.3

Absent 699 107,4.4

Gender 2.088 1.337-3.261

Male 579 114, 5.6

Female 415 68, 4.7

Race 3.2999 2.002-5.438

White 771 165 6.1

Nonwhite 223 17 2.2

Osteoporosis 2.794 1.973-3.956

Present 196 64, 9.3

Absent 798 118, 3.0

Mobility

Nonambulatory 317 28, 2.5

.329 .218-497

Ambulatory 677 154, 6.5

Care level .426 .300—.607

Skilled nursing 412 47, 3.3

Intermediate care 582 135, 6.6

Mental retardation .967 .662-1413

Profound 764 139, 5.2

Nonprofound 230 43, 5.3

Odds ratio is an estimate of the relative risk. The observed difference is significant at Pc .05 if the 95% confidence bounds do not incorporate the number 1

.

Note: fracture rate for US population not available for these groups.
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TABLE 3 —Fracture Incidence According to the Affected Bone

Bone name Number %

Skull 1 0.5

Vertebra 2 1.1

Nose 7 3.8

Face 3 1.6

Clavicle 4 2.2

Humerus 7 3.8

Radius 3 1.6

Ulna 3 1.6

Carpal bones 0 0

Metacarpal bones 19 10.4

Phalanx, hand 43 23.6

Rib 10 5.5

Sternum 0 0

Pelvis 0 0

Femur 13 7.1

Patella 1 0.5

Tibia 9 4.9

Fibula 11 6.0

Tarsal bones 3 1.6

Metatarsal bones 19 10.4

Phalanx, foot 24 13.2

Total fractures 182 100.0

TABLE 4 .—Frequency of Fractures per Resident During 3.5 Years

Fractures per Resident Number of Residents Total Fractures

1 69 69

2 30 60

3 9 27

4 5 20

5 0 0

6 1 6

Grand total 114 182

TABLE 5.--Fractures Stratified by their Causes

Cause of Fracture Fractures Number %

Fall

From wheelchair 4 2

From bed 3 2

Spontaneous/seizure 34 19

Assault by peer 5 3

Self-mutilation 11 6

Accident* 15 8

Care-relatedf 5 3

Unknown 105 58

Total 182 100

•Accidents: caught in door, 8; falling objects, 7.

tCare-related: transfers from bed to chair, therapeutic exercises.

Figure 2.—Radiograph illustrating osteomalacia. The

two short bold arrows point to a healing fracture of the

humerus with abundant callus formation (paired thin

arrows). Curved arrow points to the prominent bone tra-

beculae. Note the delay in fusion of the proximal

humeral epiphysis (two bold serrated arrows) with the

shaft in this 33-year-old man; fusion usually is complete

by the age of 18 years. Note the abnormal curvature of

the humeral shaft reflecting bone softening (malacia).

The fracture rate was significantly higher among
older residents (Table 1). This may indicate that the

older residents represent a different cohort of subjects.

The younger group has had lesser exposure to psycho-

tropic medicines (20% in 1999 versus 60% in 1977), and

has received more balanced nutrition (meeting US Rec-

ommended Daily Allowance, planned by licensed dieti-

tians), and physical and occupational therapy. Higher

fracture rate among the older residents may also reflect

the combined effect of aging, immobilization-osteo-

porosis, and anticonvulsant-osteomalacia.

Of all residents, 295 (30%) had epilepsy requiring

anticonvulsants. The fracture rate was higher among
epileptics (Table 2), as observed previously.

3-9
This is

probably due to fractures caused by violent muscle con-

tractions, atonic falls, osteoporosis, and osteomalacia.

Residents with drug-refractory seizures may develop

immobilization-osteoporosis due to activity restrictions,

imposed because financial constraints restrict the provi-

sion of one-on-one supervision.
14 Anticonvulsants (phe-

nobarbital, carbamazepine, and phenytoin) may cause

osteomalacia, as they induce liver microsomal enzymes
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TABLE 6.—Recommendations for Fracture Control at the Developmental Center

I. Primary prevention: Reduce fracture incidence.

1 . Host Factors: Interdisciplinary team should assess each resident's risk for fractures and develop a comprehensive customized fracture prevention

plan. Consider history of prior fractures; risk for falls (seizure, prior fall, dizziness, cognitive impairment, postural hypotension, drug side effect, car-

diac arrhythmia, impaired mobility); seizure (type, frequency, aura, prior injury); osteoporosis (immobility, age, calcium and estrogen supplement);

and osteomalacia (sun exposure, vitamin D intake, anticonvulsants). Screen fracture-risk residents for osteoporosis by noninvasive dual energy x-ray

absorptiometry,
20

or bone turnover markers (serum osteocalcin, urine n-telopeptide), and for osteomalacia by serum and/or urine levels of calcium,

phosphorus, and 25-hydroxy vitamin D.

2. Enhanced bone strength: Maintain good nutrition. Prevent anticonvulsant-osteomalacia by calcium and vitamin D supplements and sunlight expo-

sure. Offer physiotherapeutic and swimming exercises starting at an early age to maintain bone mass. Prevent and treat osteoporosis with alen-

dronate,
2
' and estrogen replacement therapy for females.

3. Adequate diagnosis and treatment of epilepsy: Preferential use of anticonvulsant monotherapy.

4. Personal protective devices: Facilitate normalization. Avoid custodial mentality. Use helmets and restraints as the last resort. Ensure proper helmet fit.

Use a chin strap to prevent inadvertent removal by the resident or unintentional stripping during a fall. Use padded bed-rails for residents prone to

a seizure or fall.

5. Injury prevention: Provide adequate staffing with trained and caring personnel. Provide individualized supervision through foster grandparents. Pro-

vide assistance during ambulation. Use proper lifting techniques and equipment for assisted transfers. Effectively manage residents with maladap-

tive behavior. Provide well-fitting footwear. Avoid loose shoe laces or excessively long pants. Develop good vocational programs. Provide more

outdoor and recreational areas to keep residents occupied.

6. Safe Environment: Provide adequate illumination. Eliminate hazards (obstacles, throw rugs, floor wires, stray toys, wet or slippery floors). Repair

doors that close abruptly to prevent fingers getting caught between door and the door jam. Install nonslip floorings, handrails. Fill gopher holes in

ground. Use low beds for persons prone to fall from bed. Use shower chairs and padded pedestal baths as indicated. Provide separate accommo-

dation for fracture-prone and blind residents away from wheelchair-users or those with maladaptive behavior. Avoid excessive noise and traffic in

hallways. Evaluate resident density and space per person.

7. Wheelchair safety: Provide residents their usual wheelchairs. Install spoke covers for self-propelling residents, anti-tip devices, padded side rails, foot

rests, etc.

II. Secondary prevention: Reduce fracture morbidity by early diagnosis and treatment.

1 . High index of suspicion, careful physical examination, prudent use of radiographs.

2. Prompt and intensive treatment of all fractures.

III. Tertiary prevention: Reduce fracture-related morbidity.

1 . Physical medicine and rehabilitation: Correction of deformities and use of orthotic devices to aid in ambulation.

2. Corrective orthopedic management of fracture malunions and nonunions.

to inactivate vitamin D and produce hypovitaminosis D,

inhibit intestinal calcium transport, cause secondary

hyperparathyroidism, and suppress osteoblasts.
1516

Inexplicably, the fracture rate was higher in the male

gender. Higher fracture rate among white subjects prob-

ably reflects their greater predisposition to osteoporo-

sis.
14 The fracture rate was not affected by the level of

mental retardation.

The fracture rate was higher among residents with

osteoporosis (Table 2). Persons of all ages, who present

with fractures sustained from minimal trauma without

other bone disease, probably have osteoporosis.
1417,18

The cause of osteoporosis in our residents is probably

prolonged immobilization related to severe neurologic-

orthopedic disability.
14 This theory is corroborated by

the fact that immobilization-osteoporosis leads to

a balanced decrease in cortical and trabecular bone

mass, and results in fractures involving all bones, 18
as

noted in our study (Table 3). In contrast, the commoner
postmenopausal osteoporosis predominantly affects

vertebrae (trabecular bone).

The fracture rate was higher among ambulatory res-

idents (Table 2). This is probably secondary to their

increased physical activity, or falls (due to seizure,

unsteady gait, drug side effects, maladaptive behavior,

and orthopedic or neurologic disability). Probably for

the same reasons, the fracture rate was higher among
residents requiring intermediate care (usually ambula-

tory) than residents receiving skilled nursing care (who
tend to be more disabled, sicker, or bedridden). The
lower fracture rate in bedridden residents may be counter-

intuitive, as recumbency would seem to predispose

them to osteoporosis. This risk, however, may be offset

by their reduced risk for injuries and superb handling

by caring staff.

Femur fractures occurred in 13 subjects (7%) (Table 3).

These are among the most clinically significant fractures,

as they generally require surgical fixation and extended

convalescence, and predispose patients to complications

(eg, impaired ambulation, pneumonia, pressure ulcers,

urinary tract infection, and reduced life span).
14

Fractures of hand (

n

= 62) and foot (n = 43) bones

accounted for 105 (58%) of the 182 fractures (Table 3).

Although these small bone fractures usually require only

conservative management, they can nonetheless consid-

erably interfere with activities of daily living in persons

with preexisting handicaps. Small bones are probably at

a higher risk of injury because of greater interaction with

the environment (for example, during opening or closing

of doors), defense against injuries (bracing with hands
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and feet to prevent a fall, or self-defense against assault),

and relative underprotection against extraneous forces

(due to their exposed location) compared to the trunk.

Vertebral fracture was recorded in only 2 cases

(1.1%) (Table 3). Its low incidence is puzzling, as it is

reportedly common in persons with epilepsy
19

or osteo-

porosis.
14

In this study, vertebral fracture was probably

underdiagnosed due to the lack of a universally accepted

radiological definition, difficulty in diagnosis in persons

with coexisting severe spinal deformities, its frequent

asymptomatic nature
14

(especially in bedridden nonver-

bal patients), and potential underdiagnosis due to the retro-

spective nature of our study.

Of the 114 subjects who sustained a fracture, 45

(40%) had a repeat fracture accounting for a total of 1 1

3

(62% of all) fractures (Table 4). This suggests that per-

sons with a prior fracture are at an increased risk of future

fractures. Predisposition to recurrent fractures was rather

dramatic in a young man with epilepsy and osteoporosis

who sustained a total of 18 fractures during 19 years.
9

The cause of fracture was unknown in 105 cases (58%)

(Table 5). Due to the severity of their mental retardation,

many residents are unable to identify an injury or verbal-

ize its effects. Many fractures cannot be diagnosed unless

there is apparent deformity, bruise, impairment of

motion, or refusal to use a part. Since many subjects are

nonambulatory, fracture detection may be even more dif-

ficult. Since minor injuries (due to fall, assault, seizure,

head banging, temper tantrum, or during transfer from

bed to chair) are frequent, it may be difficult to attribute

a given fracture to a specific injury. Most fractures of

unknown cause were probably related to an unwitnessed

seizure or fall.

Comparing our findings with two other studies of

people with DD is instructive. In New England, during

10 months (June 1 986—April 1987), 61 fractures

occurred among 55 residents (rate: 13.2 fractures per

100 person-years). 3 This higher fracture rate may be

because 98% of the subjects had epilepsy compared to

only 30% in our study, and may also reflect better case

finding in a prospective study. No vertebral fracture was

recorded; 52% of fractures involved hand and foot

bones. The femur was fractured in 6 cases (10%). The

cause of fractures was known in 64% of cases (com-

pared to 42% in our study); this greater knowledge may
be related to the prospective nature of their study.

In our sister developmental center in Northern Cali-

fornia, during 2 years (February 1995-January 1997),

104 fractures occurred among 961 residents (rate: 5.4

fractures per 100 person-years) (unpublished report;

Fractures at Sonoma Developmental Center, 1995-1997;

Iacovoni V, Jenkins D, Phillips S, May 1, 1997). No
vertebral fracture occurred; 55% of the fractures

involved hand and foot bones. The femur was frac-

tured in 12 cases (12%). Fracture cause was known in

only 30% of cases. These findings are similar to ours

and reflect similarity of our two populations.

Our study suggests that fractures are an important

cause of preventable morbidity in people with DD. It

behooves their caretakers and physicians to exercise

extra care not to let a fracture go undiagnosed. Pain, par-

ticularly post-seizure pain, should not be dismissed as a

musculoligamentous injury until a fracture has been

excluded radiographically. Diagnosis may be difficult

due to lack of a history of significant trauma, difficulty

in examining a person with severe contractures, and

absence of additional functional impairment in an

already nonambulatory nonverbal person.

In a nondisabled person, a fracture usually resolves

with no permanent disability. In a disabled individual

with marginal mental and physical reserves, however, it

can produce additive, and at times, multiplicative perma-

nent disability. The outcome may be devastating to that

resident’s independence, developmental programming,

or activities of daily living. Although preventive health

care is important for all, it can provide a much greater

proportional return in people with DD. With major recent

advances in the diagnosis and treatment of osteoporosis,

a lot more can be done to control fractures than was pos-

sible a decade ago.
2021 Steps recommended to prevent

fractures at our center are listed in Table 6. Continued

surveillance and follow-up studies are necessary to eval-

uate the effectiveness of these control measures.
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Type 2 Diabetes Mellitus in Navajo Adolescents

CATHERINE KIM, MD, MPH; CHRISTINA McHUGH, MD; YEONG KWOK, MD; APRIL SMITH, RD, CDE, MPH;

Crownpoint, New Mexico

Diabetes mellitus afflicts over one-fifth of the Navajo population aged over 20 years, but the preva-

lence of diabetes in Navajo adolescents is unclear. We conducted voluntary testing for diabetes

mellitus at two high schools on the Navajo reservation to clarify the prevalence as well as to assess

the utility of a high-school based screening program. Body mass index measurements (BMI), oral

glucose tolerance tests, and hemoglobin A1C measurements were obtained in consenting high

school students. Of the 276 students that participated, 234 were Navajo. Only one Navajo student

(0.4%) had diabetes mellitus, although eight (3%) had impaired glucose tolerance or impaired

fasting glucose. Participant BMI did not differ significantly from nonparticipant BMI. No correla-

tion existed between BMI or impaired glucose handling, and significant overlap existed between
the hemoglobin A1C values of students with impaired glucose handling and students without im-

paired glucose handling. Increased participation in screening programs may reveal higher disease

prevalence, but high school-based screening is not justified by this study, despite the high rates of

diabetes mellitus in the Navajo population.

(Kim C, McHugh C, Kwok Y, Smith A. Type 2 diabetes mellitus in Navajo adolescents. West
j
Med 1999; 1 70:210-21 3)

Type 2 diabetes mellitus, or non-insulin dependent

diabetes mellitus, is a common chronic health prob-

lem among the Navajo tribe. According to the Navajo

Health and Nutrition Survey (NHNS), a population-

based reservation-wide study, type 2 diabetes afflicts

22.9% of Navajo aged 20 years and older. This is

markedly higher than the age-standardized estimates for

the general United States population. 1

The link between obesity and type 2 diabetes mellitus

in the Navajo has not been clarified; the degree and

prevalence of obesity varies among different racial

groups. While obesity is apparent in no more than 30%
of Chinese and Japanese patients with type 2 diabetes

mellitus, it is found in 75%-80% of North Americans,

Europeans, or Africans with type 2 diabetes and

approaches 100% of patients with type 2 among Pima

Indians or Pacific Islanders from Nauru or Samoa. 2

Navajo adolescents have a 35%^JO% prevalence of obe-

sity and are roughly 2 kg/m2 heavier than adolescents in

the general United States population; therefore they may
be at increased risk for diabetes.

3
In Navajo aged 12-19

years, the NHNS survey estimated a combined 8%
prevalence of impaired glucose tolerance and diabetes

mellitus, which is comparable to that seen among young

and middle-aged adults in the general United States pop-

ulation. This age group, however, had a relatively small

representation of 160 participants in the survey, and

therefore it is possible that the survey could have under-

estimated the prevalence of diabetes.

Substantial evidence exists that improved glucose

control in diabetes mellitus reduces the incidence of

microvascular and perhaps macrovascular complica-

tions.
4 -5 Theoretically, diagnosing diabetes mellitus ear-

lier in its course could lead to earlier improved glucose

control over a longer period of time.

In an attempt to further clarify the prevalence of dia-

betes mellitus in Navajo adolescents and to test the fea-

sibility of a school screening program, we offered

testing at two high schools on the Navajo reservation

using the oral glucose tolerance test (OGTT).

Methods

Study Design

The target population was students aged 1 3-20 at two

high schools on the Navajo reservation. Several weeks

before screening, students and parents were informed of

screening for diabetes through fliers and announcements at

the high schools; participants were offered T-shirts, water

bottles, gift certificates, food, and education. In order to

participate, students, unless they were 18 years of age or

older, had to submit an informed consent signed by their

parents and themselves. Students were excluded if they

From the United States Public Health Service, Crownpoint Healthcare Facility. Crownpoint, New Mexico.
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1

TABLE 1 .—Body Mass Indices of Participants and Non-Participants by Age and Sex

Participants Median BMI (kg/m2) >95th percentile BMI Non-Participants BMI (kg/m2) >95th percentile BMI P-value

Age 1 3-1 4 y

Boys (n=11)22.96

Girls (n = 23) 25.43

(0 = 4) 25.5

(0=7) 27.0

Boys (o = 23) 22.91

Girls (o = 34) 22.32

(0 = 6) 25.5

(o = 5) 27.5

0.796

0.094

Age 15 y

Boys (n = 30) 25.04

Girls (n = SO) 25.42

(o = 9) 27.5

(o = 11) 28.5

Boys (o = 30) 20.96

Girls (o = 47) 24.11

(o = 9) 27.5

(o = 8) 29.0

0.326

0.655

Age 1 6 y

Boys (n = 22) 22.92

Girls (n = 43) 23.45

(o = 4) 28.0

(o = 10) 29.0

Boys (o = 43) 23.40

Girls (o= 38) 24.37

(o = 8) 28.0

(o=10) 29.0

0.624

0.579

Age 1 7 y

Boys (0=11)25.90

Girls (o = 33) 24.77

(o = 5) 29.0

(o = 8) 29.0

Boys (0 = 41)23.21

Girls (o = 48) 26.13

(o = 8) 29.0

(o=16) 29.0

0.178

0.453

Ages 18-21 y

Boys (o = 1 8) 24.80

Girls (o = 35) 24.39

(o=3) 30.0

(o = 5) 30.0

Boys (o = 30) 25.28

Girls (o = 38) 24.89

(o=8) 30.0

(o=8) 30.0

0.884

0.503

Total 276 66 372 86

BMI = body mass index

were pregnant, reported a medical history of diabetes mel-

litus or impaired glucose tolerance, were not fasting, or

were acutely ill on the day of screening. High school stu-

dents with chronic disease are tracked through the Indian

Health Service school-based clinic registry, and only one

student in the high schools had a history of diabetes melli-

tus and was excluded from screening for this reason.

The OGTT was administered according to World

Health Organization (WHO) criteria.
6 A fasting blood

sample was drawn after which students drank a solution

of 75 grams of glucose. A second blood sample was

drawn 2 hours later. Venous samples were collected in

gray-top vacutainer tubes containing sodium fluoride.

According to the requirements of the Navajo Nation

Health Research Board, fasting plasma glucose and 2-

hour postprandial glucose analysis were performed at the

laboratory of the Crownpoint Healthcare Facility and the

hemoglobin A1C analysis was performed at a reference

laboratory (Quest Clinical Laboratories, El Paso, Texas).

While awaiting their second blood draw, students partic-

ipated in four teaching sessions given by a nutritionist, a

physical therapist, a physician, and a physician’s assis-

tant on healthy diet and exercise plans and the patho-

physiology and sequelae of type 2 diabetes mellitus.

Students were diagnosed as having type 2 diabetes

mellitus if they met the criteria set by the Expert Com-
mittee on the Diagnosis and Classification of Diabetes

Mellitus: fasting plasma glucose 5:7.0 mmol/liter (126

mg/dl) or 2-hour postprandial glucose >11.1 mmol/liter

(200 mg/dl).
7 They were diagnosed with impaired glu-

cose tolerance if their two-hour glucose was 57.8

mmol/liter (140 mg/dl) and <11.1 mmol/liter (200

mg/dl), and they were diagnosed with impaired fasting

glucose if their fasting plasma glucose was 56.1

mmol/liter (1 10 mg/dl) and <7.0 mmol/liter ( 1 26 mg/dl).

Students’ heights and weights were obtained from

either the school record or the hospital record; all values

were measured within the past year by either the school

nurses or the hospital staff. For comparison, we obtained

the heights and weights of the nonparticipants from the

school record when available. The body mass index

(BMI) was compared to the national averages adjusted

for age and sex.
8 The ethnicity of the students was

elicited by asking the students at the time of screening.

Subjects and their parents were informed of the

results of their tests, and clinical care was arranged for

subjects with newly diagnosed diabetes mellitus. Stu-

dents diagnosed with impaired glucose tolerance or

impaired fasting glucose were given monthly educa-

tional sessions with their parents by a nutritionist and

physician, and were placed in the hospital’s chronic dis-

ease registry for tracking purposes.

We used STATA (1997, College Station, Texas), a sta-

tistics software package, to perform statistical analysis.
9

Unless otherwise indicated, analyses were done sepa-

rately in groups stratified by age and sex. Descriptive

and bivariate associations were assessed by using the t

test for continuous variables and the chi-square test for

dichotomous variables. Continuous associations were

assessed by using the Spearman’s correlation test for

continuous variables. A two-sided P value of 0.05 or less

was considered significant for all statistical models.

Results

Body Mass Index

Of 970 eligible high school students, 276 participated

in diabetes screening (Table 1). Of the participants,

234 were Navajo. The non-Navajo participants were
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TABLE 2 —Median Age and BMI of Students with Diabetes Mellitus and Impaired Glucose Tolerance

*

Age (y) BMI (kg/m 2

)

Fasting Plasma

Glucose (mmol/liter)

Hemoglobin A1C

(% of control)

2-hour Plasma

Glucose (mmol/liter)

Impaired glucose

handling (

n

= 8)

16.01 (15.0-19.6) 26.7 (21.6-35.8) 4.9 (3.8-6.4) 5.1 (4.4-5. 2)

88 (69-11 6)t

8.1 (47-8.8)

146 (85-1 59)t

Diabetes mellitus

(n = 2)

17.0 (15.5-18.5) 25.0 (24.8-25.3) 15.4 (13.8-17.0) 14.9 (14.3-15.5)

277 (248-306)f

25.7 (24.8-26.6)

462.5 (446-479)1

Participants 16.41 (12.6-20.3) 24.8 (15.8-48.5) 4.4 (2.6-5. 9) 4.9 (4.1 -5.6) 4.8 (2.0-8.8)

Normal glucose handling

Nonparticipants 16.81 (13.2-21.7) 23.5 (14.2-55.6)

79 (47-1 06)f 86 (37-1 59)f

‘Median values given. Numbers in parentheses indicate range of values; if no parentheses are present, only one value is available.

fMedian values given in mg/dl.

primarily white (

n

= 29) or Hispanic (

n

= 7). Heights

and weights were available on 372 nonparticipants and

used for comparison; race was not available on the non-

participants, although the majority were Navajo. A
higher percentage of females were represented among
the participants (67%) versus the nonparticipants (56%)
(P = .004).

The BMIs as measured in kg/m 2 of the participants

and nonparticipants by sex and age are presented in

Table 1. Height and weight were not available for one

participant. Twenty-four percent of participants were

overweight as defined by having a BMI exceeding the

95th percentile for their sex and age; 23% of nonpartic-

ipants were overweight (Table l).
8 After adjustment for

age and sex, participants and nonparticipants did not

have significantly different BMIs, and the participants

who were non-Navajo did not have a significantly dif-

ferent BMI from participants who were Navajo.

Diabetes Prevalence

Ten students were found to have impaired glucose

handling: either diabetes mellitus, impaired glucose

tolerance, or impaired fasting glucose. One student

diagnosed with diabetes mellitus was white; the nine

other students were Navajo. Fasting blood glucose val-

ues, 2-hour glucose values, BMI, and hemoglobin

A 1C values for these students are listed in Table 2; for

comparison, Table 2 also lists these values for students

with normal glucose handling as well as the age and

BMI of nonparticipants.

Hemoglobin A 1C values were highly correlated with

fasting blood glucose values (r = 0.885) and 2 hour glu-

cose values (

r

= 0.811). However, significant overlap

existed in the hemoglobin A1C values of students with

abnormal fasting blood glucose or 2-hour glucose values

and the hemoglobin A 1C values of normals. When the

children with diabetes mellitus were excluded, the

hemoglobin A 1C values were indistinguishable (P =

0.468). No significant correlation between impaired glu-

cose tolerance, impaired fasting glucose, diabetes melli-

tus, and BMI was found.

Comment

The high prevalence of diabetes mellitus among
Navajo Indians is of concern, as it is one of the largest

tribes in the United States, with membership exceeding

200,000, and therefore diabetes consumes a significant

amount of health care resources.
10

Screening for diabetes mellitus with the glucose tol-

erance test automatically tests patients for both impaired

glucose tolerance as well as diabetes mellitus. Evidence

supporting early intervention in impaired glucose toler-

ance (IGT) is controversial; while progression to dia-

betes is high in Pima Indians,
11 prospective studies of

interventions to prevent progression to frank diabetes in

patients with IGT have produced conflicting results,
12-14

and there is little evidence of benefit in treating IGT
itself.

1516 For patients with type 2 diabetes mellitus,

however, early intervention and improved glucose con-

trol can decrease end-organ damage.4 -5

Screening for diabetes in youth, however, is problem-

atic. The Navajo adolescents would appear to be at high

risk given the rates of diabetes mellitus in older age

groups, but the exact prevalence of diabetes mellitus

remains unclear due to adolescents’ small representation

in the NHNS population-based survey.
3
In addition, pop-

ulation-based screening programs are difficult to con-

duct on a regular basis.

To try to address these issues, we offered screening at

two reservation high schools in order to evaluate a large

number of adolescent participants. We found two stu-

dents had diabetes mellitus, one of whom was non-

Navajo, and eight had glucose intolerance, a rate of

impaired glucose handling that was lower than previ-

ously found in the population-based survey NHNS.
Also, we did not find a correlation between BMI and

impaired glucose handling.

As previously reported in the literature, the hemoglo-

bin A 1C values did not serve as a good screening tool

for impaired glucose tolerance.
17-19 The A1C of students

with normal glucose tolerance test values did not differ

significantly from the hemoglobin A1C values of
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students with abnormal glucose tolerance test values. In

the two students with diabetes mellitus, the hemoglobin

A 1C was significantly elevated, but the number of stu-

dents we found with diabetes is too low to determine the

hemoglobin AlC’s efficacy as a screening tool for dia-

betes mellitus. In order to evaluate the sensitivity of the

A1C within ±5%, and assuming the prevalence of dia-

betes in the population is at least 5% and the sensitivity

is 50%, we would need to test 8000 students. If we
assumed the prevalence is 5% and the sensitivity is 90%,
we would need to test 4000 students.

There may be several reasons for the difference

between our study and the NHNS. Our population con-

sisted of volunteers, girls being better represented than

boys, and participants may have been more health con-

scious. Students who had a family history of diabetes

may have been afraid to participate for fear of confirma-

tion of the diagnosis of diabetes.

The BMIs of students who participated and students

who did not participate were not significantly different,

but we did not have height and weight measurements

for the entire eligible student population, and the stu-

dents whose height and weight were available may rep-

resent a healthier population than those who were not

measured; this would minimize the differences in body

mass indices between participants and nonparticipants.

Of note, the percent of overweight students in each

group, or the students who exceeded the 95th percentile

BMI for age and sex, was sometimes as high as 30%
(Table 1). Finally, the majority of our students were 15

or 16 years of age and presumably would be at lower

risk than older students, who were underrepresented.

With increased participation in a diabetes screening

program, it is possible that there would be more stu-

dents identified with impaired glucose handling. In this

study, the students were given multiple incentives

including T-shirts, water bottles, and gift certificates,

but possibly other incentives such as a financial reward

would be more successful. The screening program was
held in the late spring, and perhaps holding the program

at a different time of year would increase participation,

although other constraints on resources make this diffi-

cult. The program was conducted at a small rural health

care facility and required diversion of physician, physi-

cal therapy, nursing, nutrition, and laboratory personnel

to the high school; this would not be feasible during the

busy winter months or late fall when school sports

physicals need to be conducted. Finally, the OGTT is a

cumbersome tool for assessing the presence of diabetes

mellitus, and the development of a test that would not

involve ingesting sugar and having blood drawn twice

would probably improve participation.

Given the low rate of diabetes mellitus and the ques-

tionable value of addressing IGT, we conclude that a

high-school based screening program with a similar

structure to the one outlined in this paper does not

appear justified at this time. If the problem of low par-

ticipation of students could be successfully addressed,

however, a screening program might yield higher rates

of diabetes mellitus and impaired glucose tolerance.
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Methamphetamine and the Expanding
Complications of Amphetamines
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During the past 10 years, the use of methamphetamine has increased rapidly in the West and through-

out the United States. Because of this increase, our attention has focused on methamphetamine's tox-

icity. Methamphetamine and related compounds generate many of the same toxic effects as cocaine.

Because of methamphetamine's widespread use, clinicians should be familiar with its medical effects

and toxicity and with treatment options for acute and long-term effects of methamphetamine abuse.

(Albertson TE, Derlet RW, Van Hoozen BE. Methamphetamine and the expanding complications of amphetamines. West

J
Med 1999; 170:214-219)

The use of methamphetamine hydrochloride (MAP)
has increased markedly over the past 25 years. In

San Diego County, California, MAP intoxication

played a role in 40% of drug-related homicides in 1987,

and 40% of drug rehabilitation referrals were related to

MAP. 1 Maternal deaths associated with the use of MAP
have also been reported. 2,3 A study of 29,494 women
giving birth in California found that MAPs were the

third most common illicit drugs found on toxicology

screens (0.60%).
4
In San Bernardino County, twice as

many more coroners’ cases involved MAP than

involved cocaine from 1980 to 1988. 5
Initially, MAP

use was concentrated on the West Coast and in Hawaii,

but later spread throughout the country. 5,6 A 1996 Drug

Enforcement Administration report found large

increases in MAP use in the West: For example,

Phoenix reported a 570% increase in deaths related to

MAP between 1992 and 1994.
7
Increases in use were

also reported in the Southeast and Midwest. The
increasing morbidity and mortality associated with

MAP abuse are of great concern. 8,9

Both oral and intravenous uses of MAP are well doc-

umented; but, until recently, the use of smokable MAP
has received little attention in medical literature. Patients

who inhale the smokable form of MAP (“ice”) experi-

ence an immediate euphoria similar to that seen with

“crack” cocaine, but the effects may last much longer

than those seen with cocaine. 10 The immediate high that

MAP provides, coupled with the drug’s availability and

low cost, may explain its popularity among adoles-

cents.
11 A 1994 drug abuse survey found that the groups

with the highest use of MAP were males aged 18 to 25

and females aged 12 to 17.
12

Methamphetamine hydrochloride is relatively easy to

synthesize; illicit production occurs in home kitchens,

trailers, recreational vehicles, and rural cabins.
13 Once

converted to its water-soluble form, MAP salt is sold on

the street as “speed,” “crank,” “go,” “crystal,” or

methamphetamine. Smoking MAP powder, crystals, or

“ice” is done by placing the substance in a bowl-shaped

piece of metal foil, a molded glass pipe, or a modified

light bulb and heating it over the flame of a cigarette

lighter or torch. The volatile MAP fumes are inhaled

through a straw or pipe.

Street MAP may be mixed with many drugs includ-

ing cocaine. Eight percent to 20% of street-available

stimulants contain both MAP and cocaine.
14

In a report

on cocaine intoxication, 7% of patients sought medical

help resulting from the concurrent use of cocaine and

amphetamines. 15

Deaths related to amphetamines have been associated

with assaults, suicides, homicides, accidents, driving

impairment, and maternal-fetal and infant expo-

sures.
1,2,16' 19

In a recent study of drug abuse and alcohol

consumption related to motor vehicle accidents in Bel-

gium, MAP was the most commonly found drug other

than alcohol.
20

Causes of maternal deaths associated with ampheta-

mine use include intracerebral hemorrhage, cardiovascu-

lar collapse, seizures, and amniotic fluid embolism. 3
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Phenylethylamine Amphetamine

Methamphetamine

3, 4 - Methylenedioxymethamphetamine

(MDMA)
3, 4 - Methylenedioxyamphetamine

(MDA)

Figure 1 .—The chemical structures of several amphetamine-like compounds are shown. The basic phenylethylamine structure is

labeled. Both a and p side chain positions and the phenyl ring itself can be modified to alter the pharmacologic effects of these

related compounds.

Increased risk for fetal and infant death is associated

with maternal use of amphetamines.2

Clinical Pharmacology of Amphetamines

Amphetamines cause central nervous system (CNS)
stimulation that may induce euphoria, increase alertness,

intensify emotions, increase aggression, alter self-esteem,

and allegedly increase sexuality.
21 Presynaptic reuptake of

catecholamines—including dopamine, norepinephrine,

and serotonin—is blocked, causing hyperstimulation at

selected postsynaptic neuron receptors.
21-25

Indirectly,

these hyperstimulated neurons can stimulate various other

noncatecholamine CNS and peripheral pathways.

Changes in mood, excitation level, motor movement, and

appetite appear to be more directly mediated by central

dopaminergic alterations.
22 Serotonin alterations may also

contribute to the amphetamine-related mood changes,

psychotic behavior, and aggressiveness. 21,22,25

The half-life of amphetamines in humans ranges

from 10 to 30 hours depending on the drug, urine pH,

and dosage.
26,27 Methamphetamine hydrochloride has

greater CNS effects compared to D-amphetamine, pre-

sumably because of prolonged half-life and increased

CNS penetration. 28 A portion of MAP is metabolized to

form amphetamine. The amphetamines are weak bases

with pK
a
values ranging from 8.8 to 10.4, and they are

easily absorbed through the gut, airway, nasopharynx,

muscle, placenta, and vagina. 25,29 Peak plasma levels are

seen about 30 minutes after intravenous or intramuscu-

lar injection routes and about 2 to 3 hours after oral

ingestion. Metabolism of amphetamines usually

includes aromatic hydroxylation, aliphatic hydroxyla-

tion, and n-dealkylation, which give rise to both inactive

and active metabolites such as the potent hallucinogen,

p-hydroxyamphetamine 25
(Fig. 1).

When MAP is used with ethanol, increased psy-

chological and cardiac effects are seen. 30 Similarly,
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TABLE 1 —Major Signs and Symptoms of Amphetamine Toxicity

Cardiac

Chest Pain + + +

Myocardial infarction +

Palpitations + +

Arrhythmia ++

Cardiomyopathy +

Myocarditis +

Hypertension + +

Sudden death +

Valve thickening + + +

Neurologic

Headache +

Seizure + +

Cerebral infarcts/stroke ++

Cerebral vasculitis ++

Cerebral edema +

Mydriasis ++

Cerebral hemorrhage + +

Subarachnoid + +

Intraventricular + + +

Intracerebral ++

Psychiatric

Anxiety + + +

Depression ++

Paranoia ++

Delirium/hallucination + + +

Psychosis + + +

Suicide ++

Aggressive behavior + +

Euphoria/hyperactivity + +

Irritability + +

Respiratory

Pulmonary edema +

Dyspnea ++

Bronchitis +

Pulmonary hypertension +++

Hemoptysis +

Pleuritic chest pain + +

Asthma exacerbation +

Pulmonary granuloma +

Other

Ulcers + +

Hyperpyrexia + +

Renal failure +

Ischemic colitis +

Obstetric complications + +

Anorexia/weight loss ++ +

Rhabdomyolysis ++

Nausea/vomiting +

Disseminated vasculitis +

Estimated frequency of events: +, reported rare cases; + +, commonly reported;

+++, frequently seen or reported with chronic use or overdose.

simultaneous use of opioids and amphetamines, so-

called “speedballing,” increases toxicity.
29

Because of the variability in quality and concentra-

tion of illicitly purchased MAP, the clinical observation

of toxic effects is usually more relevant than an estimate

of total ingested dose. Fatalities have been reported after

ingestions as low as 105 mg per kg of MAP. 31 Blood lev-

els of amphetamine in fatal cases have ranged from

0.5-41 mg/liter with an average of 8.6 mg/liter in a

summary of 1 1 cases.
29

In addition, tachyphylaxis

occurs with acute MAP use. Long-term users of amphet-

amine appear to tolerate higher doses (eg, averaging up

to or greater than 1000 mg/d) with fewer symptoms. 28

Clinical Toxicity

The acute and chronic toxic manifestations of MAP
mimic those of all amphetamine-related compounds.

Table 1 outlines the major signs and symptoms of MAP
toxicity.

Cardiovascular System

Cardiovascular symptoms, including chest pain, pal-

pitations, and dyspnea, are common. 32-34 The concern

that thrombus formation may play a role in MAP-related

myocardial infarctions has generated at least one case

report of the use of a thorombolytic agent in addition to

the use of nitrates and analgesics in treating these

patients.
34

Significant hypotension with bradycardia and

a metabolic acidosis has been seen in massive ampheta-

mine overdoses.

Acute and chronic cardiomyopathy from MAP abuse

is thought to be secondary to both direct amphetamine

cardiac toxicity and indirect amphetamine-induced

hypertension, necrosis, and ischemia.
35-38 Most reports

of cardiomyopathy have been with oral and intravenous

amphetamines, but cardiomyopathy has also been seen

after smoking MAP. 39 Necrotizing angiitis with arterial

aneurysms and sacculations has been seen in the kidney,

liver, pancreas, and small bowel in MAP drug abusers.
40

Similarly, acute aortic dissections and arterial aneurysms

have been associated with MAP abuse.
41

Central Nervous System

In toxic doses, MAP induces unpleasant CNS symp-

toms such as agitation, anxiety, hallucinations, delirium,

psychosis, seizures, and death.
3142"44 Many patients who

have used MAP present unconscious to an emergency

department. In some of these persons, lack of respon-

siveness may be due in part to the use of other drugs such

as opioids. Other patients may be unresponsive because

of the direct effects of intravenous MAP use or the sec-

ondary effects of amphetamine induced seizures.
45 Other

CNS disorders induced by amphetamines include cere-

brovascular accidents due to hemorrhage or vasospasm,

cerebral edema, and cerebral vasculitis.
46 47

The initial feeling of physically and mentally

enhanced powers following MAP use can quickly dete-

riorate with high doses or chronic use, resulting in
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emotional lability, confusion, paranoia, and hallucina-

tions.
48

In addition to the acute paranoid delusional psy-

chosis associated with high-dose amphetamine use, a

lasting psychosis similar to schizophrenia may be sim-

ply a persistent drug-induced psychosis or may repre-

sent the emergence of an underlying psychiatric

disorder.
49

Acute and chronic amphetamine exposures have also

been associated with choreoathetoid movement
disorders independent of Huntington’s disease. 50,51

Amphetamine-induced seizures have been seen as iso-

lated events or associated with hyperthermia, coma,

muscle hyperactivity, metabolic acidosis, secondary

rhabdomyolysis, renal failure, or shock.
6,45,52-54 Cerebral

hemorrhage with arteriovenous malformations and with

amphetamine-induced cerebral vasculitis has been

reported in patients using amphetamines.44,47,55-57 Cere-

bral artery spasm and occlusion leading to ischemic

strokes and transient cortical blindness have been noted

after MAP use.
58,59

Infectious Diseases

Infectious disease is a risk associated with intra-

venous MAP use. An association has been seen between

MAP use and the risk of endocarditis, viral hepatitis, and

human immunodeficiency virus (HIV) disease.
11,60-62

High-risk sexual activity, including survival sex and

homosexual/bisexual lifestyles, is associated with MAP
use in adults and “street” youths. 11,62

In related findings,

both increases and decreases in sexual desire and activ-

ity have been reported with amphetamine use, although

increases are more common than decreases 63

Respiratory System

Like cocaine abusers, many amphetamine abuse

patients present to emergency departments with respira-

tory symptoms.6,64 Although the exact incidence and

prevalence of amphetamine-induced pulmonary symp-

toms have not been reported, the variability of symptoms
appears to depend on the amphetamine compound used,

the dosage, and the route. Acute noncardiogenic pul-

monary edema has been related to MAP use.

Pulmonary hypertension has long been reported in

amphetamine users. In the late 1960s, users of intra-

venous, nasal inhalant, or oral street amphetamines

were reported to have pulmonary artery muscular

hypertrophy with foreign body granulomas consistent

with significant pulmonary hypertension.
65-67 Contami-

nants have also been suggested as the cause of pul-

monary hypertension associated with inhalation of

MAP, although a direct role of MAP inhalation has not

been eliminated.68

Systemic and Dermatologic Toxicity

Reports of amphetamines and amphetamine-related

agents producing severe systemic toxicity are common.
Presentation of systemic toxicity varies but may include

pulmonary and cardiovascular manifestations in addition

to fulminant hyperthermia, convulsions, rhabdomyolysis.

acute renal failure, hepatocellular damage, disseminated

intravascular coagulation, and refractory hypotension. 54,69

Renal failure associated with amphetamines has been

related to hyperexia, rhabdomyolysis, and cardiovascular

shock leading to acute tubular necrosis and necrotizing

angiitis.
69-74 The renal necrotizing angiitis noted in some

cases of renal failure has been seen in the presence of

hepatitis B serum antigen, usually in intravenous abusers

of amphetamines. 74 Amphetamine-induced acute intersti-

tial nephritis was thought to be the cause of renal failure in

one case report.
74

Hepatocellular damage has been reported after both

acute and chronic amphetamine abuse. 52,75 76
Direct toxic

effects, hypotension, hepatotoxic contaminants, hepatic

vasoconstriction, lipid peroxidation, occult viral causes,

and necrotizing angiitis have been postulated as mecha-

nisms for the amphetamine-induced hepatocellular toxi-

city.
76 Abuse of MAP has also been associated with the

formation of giant gastrointestinal ulcers and ischemic

colitis.
76 77 Of note, the presenting complaint of abdom-

inal pain was seen in 4% of amphetamine toxic patients

in one emergency department series.
6

Although not formally studied, the most common
dermatological manifestations in patients abusing

amphetamine-related compounds are probably induced

by trauma (including self-inflicted), intravenous nee-

dles, or bums. 79 A case of lichenoid drug eruption has

been reported with the use of MAP.80

Treatment Approaches to Amphetamine Toxicity

Most cases of MAP toxicity can be managed suppor-

tively. Like all severe overdoses, MAP overdose requires

immediate supportive care including airway control,

oxygenation and ventilation support, and appropriate

monitoring. In one study, as few as 10% of the patients

presenting to emergency departments with ampheta-

mine-related complaints required admission, and those

who were admitted to the hospital were generally dis-

charged within two days 6 In severe overdoses, termina-

tion of amphetamine-induced seizure activity and

arrhythmia is of immediate importance. Correction of

hypertension, hypotension, hyperthermia, and metabolic

and electrolyte abnormalities along with control of

severe psychiatric agitation are indicated. Health main-

tenance activities, such as testing for hepatitis and HIV
disease, should be considered.

Despite the ability of MAP to cause significant

CNS and psychiatric activation, relatively few
patients who present to emergency departments for

acute intoxication require pharmacologic interven-

tion.
6 In many emergency departments, patients can

be treated for mild agitation with decreased stimuli

alone unless they are thought to be a harm to them-

selves. The more severely hyperactive or agitated

persons can be treated with an antipsychotic drug or

a benzodiazepine.

Antipsychotic drugs that may specifically antagonize

the central behavioral effects of MAP are haloperidol
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and droperidol. Several clinical reports describe the

efficacy of droperidol and haloperidol in acute amphet-

amine toxicity.
6 -81 In a recent study of 146 patients

presenting to the emergency department in an agitated,

violent, or psychotic state from MAP, droperidol

produced more rapid and profound sedation than

lorazepam. 82 Haloperidol may quickly improve symp-

toms of patients with acute choreoathetoid syndrome

associated with amphetamines. Benzodiazepines, such

as diazepam (Valium), are used to terminate ampheta-

mine-induced seizures.
82

If sedation fails, several antihypertensive agents

including (3-blockers are effective in reversing MAP-
induced cardiovascular symptoms. Earlier recommenda-

tions to acidify the urine to increase clearance were

based on a single case report and are not recommended
based on the risk for systemic acidification and exacer-

bation of potential rhabdomyolysis. 83 Rhabdomyolysis

should be suspected and ruled out by drawing initial cre-

atinine phosphokinase levels in any patient who presents

to the emergency department in a severe, agitated state

from amphetamines. Patients with rhabdomyolysis

should be aggressively treated with fluids and admitted

to the hospital. Renal function and vital signs, as well as

fluid intake and output, should be monitored closely.

Early and aggressive treatment of potential rhabdomyol-

ysis is felt to improve the clinical outcome and decrease

potential nephrotoxicity. Although we have focused on

acute care, significant social and psychiatric intervention

is needed to reduce the chance of long-term dependence

on amphetamines.

Summary

Methamphetamine hydrochloride is an amphetamine

with a high potential for abuse. Like other ampheta-

mines, MAP can induce symptoms similar to euphoria.

As a drug of abuse, MAP vies with cocaine in its appeal

for long-term or recreational users wanting a rapid high

through inhalation. The half-life of MAP may produce

exceptionally long-lasting toxic effects. The possibility

of amphetamine use or abuse should be considered in

any patient presenting with psychosis, violence,

seizures, rhabdomyolysis, trauma, or cardiovascular

abnormalities.
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Update on the Status of Africanized Honey Bees in

the Western States

KENNETH T. KIM, MD, Long Beach, California; JODI OGURO, Berkeley, California

The Africanized honey bee (AHB), Apis mellifera scutella—perhaps better known as the "killer bee"

—

has arrived in the western United States and in southern California, following a nearly 50-year north-

ward migration across South and Central America. First detected near Hidalgo, Texas in October 1993,

the bees continue to advance 100 to 300 miles per year by colonizing existing hives or forming new
hives in the wild. Although the AHB's "killer" reputation has been greatly exaggerated, the presence

of AHBs will increase the chances of people being stung.

(Kim KT, Oguro j. Update on the status of Africanized honey bees in the Western states. West
J
Med 1 999; 1 70:220-222)

A s a productive honey bee adapted to the tropical

climate, the African honey bee was introduced in

Brazil in 1956. By 1957, escaped colonies had become
established in the wild, increasing in number dramati-

cally and interbreeding with European honey bees. 1

The result was the Africanized honey bee (AHB).

Comparison of Africanized and European
Honey Bees

There are more similarities than dissimilarities

between the AHB and the native European honey bee

(EHB). Although the AHB is slightly smaller and

weighs less (dry weight 14.8 mg vs. 16.6 mg) than

the EHB, this difference is undetectable to the com-
mon eye. 1 Individual species can only be differenti-

ated by morphometry 2
or mitochondrial DNA. 3

In

addition, the individual sting of both types of bees is

nearly identical.

About 99% of the time, the behavior of AHBs and

EHBs is the same. 1 There is no difference in aggressive

or defensive behavior in encounters with individual

foraging bees. The difference in the behavior of the two

bees occurs only when AHBs perceive that their hives

are threatened. They will attack more quickly and in

greater numbers than EHBs when disturbed, and will

pursue and continually sting a victim over greater dis-

tances of up to 0.6 miles.
4 Even slight disturbances

such as strange odors or vibrations from a lawn mower
can agitate a colony. Another significant difference is

that the AHB swarms several times a year, whereas the

EHB swarms only once or twice a year. Swarming
occurs when new queens are produced in a colony, and

part of the colony leaves with the old queen, thereby

increasing the number of colonies in an area. The
AHBs are relatively indiscriminate in selecting nesting

sites, setting up residence in unprotected areas, where

they are more easily disturbed. As a result, in areas

established with AHBs, there are approximately 12

times more colonies of AHBs than of EHBs. Therefore,

the total number of colonies and bees in a geographic

area dramatically increases.
1

Examination of the venom of the two bees also

reveals the great similarity between them. 5 The major

components of honey bee venom—mellitin, phos-

pholipase A2, and hyaluronidase—appear to be pres-

ent in similar concentrations in both European and

Africanized bee venom. 6 The average content of the

venom sac of Africanized bees has been found to be

slightly less than that of domestic bees, but the

lethality of the venom of Africanized bees in mice is

similar to that for domestic bees.
6 The principal risk

to victims of Africanized bees lies in the multiplicity

of stings sustained.

Many pharmacologically active components are

present in bee venom, including peptides, enzymes,

and biogenic amines that cause toxic reactions. The
most important component is the peptide mellitin,

which comprises approximately 50% of bee venom. 1

Mellitin’s high toxicity may cause hemolysis,

inflammatory reactions, increased capillary perme-

ability, and smooth muscle contraction. Bee venom
causing toxic reactions from multiple or massive

numbers of bee stings results in universal vulnera-

bility because the reaction is dependent on the

amount of venom injected.

From the Allergy. Asthma, and Respiratory Care Center. Inc. Long Beach. California (Dr Kim): and the undergraduate program at the University of California.

Berkeley. California (Ms Oguro).
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California

The pace of AHB spread slowed considerably 4 years

ago, once these bees reached California’s southernmost

desert from Arizona, because of adverse conditions.
7 By

October 1994, however, they crossed into California,

and may owe their newfound headway to favorable feed-

ing conditions spawned by El Nino. The extra rain left

the desert carpeted with more vegetation, improving the

bees’ reproduction rate and providing a kind of bee

superhighway to the west and north. By April 1999,

AHB colonized territory included all of Imperial, Los

Angeles, Orange, San Bernardino, Riverside, and San

Diego counties and parts of Ventura and Kern counties.

Currently, though hundreds of swarms and nests have

been located, no people have been fatally stung in Cali-

fornia. Since the AHB hybrids were first detected, over

20 stinging incidents have been reported in the state. The

median number of stings in these attacks is 15 (range

1-500+). Some observers hope that evolutionary forces

will make the bees less aggressive by the time they reach

heavily populated areas, but this is not likely since they

are still very defensive—even after more than 40 years

of hybridizing with the less aggressive EHB.

Western States

The first multiple stinging incident in the United

States involving the AHB (via natural northward move-

ment) occurred in the spring of 1991 in the lower Rio

Grande Valley area of south Texas, with the first massive

stinging incident (350 stings) occurring in the fall of

1991. Since the arrival of AHBs in the United States,

there have been five deaths associated with attacks by

Africanized honey bees—two incidents in Texas and

three incidents in Arizona. Even though AHBs do not

establish colonies well in freezing climates, much of the

continental United States could be threatened to some
degree by the AHB during warm seasons due to inad-

vertent transport of bees by trucks, trains, and other

forms of shipping. At the same time, the geographic area

from which AHB incidents may arise is growing as the

AHB population expands, while the prevalence of the

EHB is diminishing as feral honey bee populations

become Africanized through hybridization.

Treatment and Management

Evaluation of a stung patient should asses the number
of stings and the victim’s bee-venom allergic status,

body size, and general health. Important historical infor-

mation includes any insect sting allergy, other compli-

cating medical conditions (eg, cardiovascular or

pulmonary disease), and medications, such as beta-

blockers. Stingers should be scraped from the patient’s

neck using a stiff, noncutting instrument (eg, a credit

card). There should be no pinching or pulling of

stingers, since the remaining venom in the sac could be

squeezed into the patient, further intensifying the reac-

tion. While the stingers are being removed, an estimate

can be made of the number of stings, to help in the pre-

diction of severity of toxicity.

The anatomic location of stings may increase risk.

For example, multiple or massive numbers of stings in

the neck area may cause upper airway obstruction. An
individual who has a history of large local sting reac-

tions could be at even greater risk. AHBs may have a

greater tendency to sting in the head and neck area, and

allergic reactions occur more commonly when stings are

in this area.

The most common reaction to a hymenoptera sting is

local edema, erythema, and pruritus at the sting site,

often extending to a major joint. For example, a sting of

the hand might cause local swelling extending to the

elbow. No further diagnostic treatment is needed for this,

and simple analgesics or the application of calamine

lotion or cool compresses may help.

There are also systemic reactions to insect stings. The

most common systemic reaction is an urticarial reaction,

which can progress to anaphylaxis, with bronchocon-

striction, laryngeal edema, and hypotension. In the acute

setting, if there are clinical signs and symptoms of res-

piratory compromise or hypotension, epinephrine is the

treatment of choice. Diphenhydramine, bronchodilators

administered through inhaled and intravenous routes,

and oxygen supplement should also be used. Parenteral

corticosteroids are also recommended to prevent a late-

phase anaphylactic response. If there is swelling in the

neck area and upper airway obstruction, the patient may
need intubation. Fluid volume expansion often is

needed—in addition to supporting circulation, it dilutes

the toxic venom components. Vasopressors and mechan-

ical ventilation may be necessary in the most severe

cases, while corticosteroids should be considered for

control of the inflammatory response. Tetanus vaccina-

tion also should be considered.

A child who sustains more than about 10 to 20 bee

stings, or an adult who sustains more than about 100

stings, should seek emergency medical attention even in

the absence of bee sting allergy, because of the pharma-

cologic effects of venom constituents. The LD
50

(lethal

dose to kill 50% of the target population) for honey bee

venom is estimated to be about 19 stings per kg of body
weight. Bee venom contains several complex toxins

which, in high doses, can even affect individuals who do

not have bee allergy.

Individuals manifesting symptoms of systemic

anaphylaxis have a 35% to 60% risk of recurrent ana-

phylaxis, and therefore should be considered for

desensitization treatment, also known as venom
immunotherapy. This can protect individuals with

well documented hymenoptera sensitivity. Venom
immunotherapy, using escalated doses of venom as

allergen, prevents recurrent systemic reactions to bee

stings in 95% to 99% of patients.
8 Although dosing

intervals and a final maintenance dose and schedule are

often individually determined, a typical maintenance

program is 100 micrograms of venom given every 4 to

6 weeks. Indications for venom immunotherapy are a
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history of systemic reaction to bee stings (except for

urticaria only), and evidence of IgE to the relevant

venom as demonstrated by skin testing or radioallergo-

sorbent test (RAST) testing. Hypersensitive individuals

who spend a substantial amount of time outdoors,

whether for employment or recreation, should be con-

sidered for desensitization. Otherwise, hypersensitive

persons who decline treatment should minimize their

risk of exposure to bee stings, and be proficient with

self-administration of epinephrine.

Africanized honey bee attacks are associated with

multiple stings that can lead to toxic reactions from the

sheer dosage of venom delivered.
9
Clinical manifesta-

tions include rhabdomyolysis, myoglobinuria, acute

renal failure,
10 myocardial infarction, and acute hemor-

rhagic pancreatitis.
11 At least one of the five deaths was

secondary to delayed renal failure, thus underscoring the

importance of careful followup monitoring after the ini-

tial anaphylactic reaction has been treated. Since no

antivenom is available, treatment is largely supportive.

Practical Advice

Africanized honey bees are much less selective in

choosing nesting sites than EHBs. The typical EHB hive

is in a tree or in a hole of a tree, while AHBs frequently

select holes in walls or in the ground, under mobile

homes, in old tires, and so on. Unfortunately, these unex-

pected nesting sites lead to more unexpected encounters.

Beekeepers and certain gardeners may need to change

some of their practices, since the operation of machinery

(tractors, lawn mowers, and weed eaters) in the general

area of an AHB hive is the most common source of unin-

tentional disturbance.

If one disturbs a nest or hive of bees, the best advice

is to run away as quickly as possible, covering the head

with a collar or shirt without obscuring vision. Lying

down, huddling under clothing or some other partial pro-

tection, or submerging oneself in water will not help.

The EHB may pursue a victim for up to five hundred

yards, whereas the AHB has been known to follow its

victim for as far as half a mile—most people can outrun

a swarm of these bees. Swatting at the bees while run-

ning is also not helpful—instead, a pursued person

should concentrate on retreating indoors or into a car if

possible. Once the victim is in a safe place, he or she can

be covered with a blanket, rinsed off with water to

remove any remaining bees, and taken to an emergency

room.

Children are potentially at increased risk for being

victims of massive attacks by AHBs due both to their

decreased ability to recognize potential stinging situa-

tions and to the toxicity of large amounts of venom rel-

ative to their smaller bodies. Elderly individuals and

those with severe diseases are also at increased risk

because of their bodies’ relative intolerance to large

toxic exposures. Another common risk factor of the

elderly is their inability to quickly escape a dangerous

situation. Certainly, individuals of any age with signifi-

cant cardiovascular and pulmonary diseases are at an

increased risk.

Common sense preventive measures have been out-

lined in a recent public health bulletin:
12

1) Avoid direct contact with and excessive motion or

noise around bee colonies. Never attempt to move or

destroy feral beehives, but report their location to the

authorities.

2) When outdoors near bee colonies, wear shoes,

long pants, and long sleeves. Avoid wearing perfumes or

dark colored clothing and keep pets on a leash.

J) Eliminate sites for possible colonization including

any holes and defects in exterior walls greater than Vs inch

and junk piles in yards. Inspect premises routinely to

identify any new colonies.

4) Persons with potential occupational exposure to

AHBs (eg, first emergency responders, landscapers, and

park rangers) should have special training on this topic.

Because there are characteristically more AHBs per

given area than EHBs, and because of their more aggres-

sive defensive behavior, both the bee-venom sensitive

individual and the general population are at increased

risk of coming in contact with these bees in areas where

they reside. The effect of multiple stings that may occur

with these bees is likely to lead to greater toxicity.

In 1993, the Los Angeles County Africanized Honey

Bee Task Force was formed. The task force includes the

fire vector districts, the county sheriff’s department, the

superintendent of schools, the US Forest Service, and

other agencies and individuals. A special toll-free num-

ber, 800-925-3800, is available for bee-related matters.

As the AHB migrates and colonizes the West, there will

inevitably be more AHB-human encounters, but their

overall impact may be minimized by common sense pre-

ventive measures and prompt emergency response and

medical services.
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Mass Envenomations by Honey Bees and Wasps

RICHARD S. VETTER, MS; P. KIRK VISSCHER, PHD; Riverside, California;

SCOTT CAMAZINE, MD, PHD, University Park, Pennsylvania

Stinging events involving honey bees and wasps are rare; most deaths or clinically important incidents

involve very few stings (<10) and anaphylactic shock. However, mass stinging events can prove life-

threatening via the toxic action of the venom when injected in large amounts. With the advent of the

Africanized honey bee in the southwestern United States and its potential for further spread, mass en-

venomation incidents will increase. Here we review the literature on mass stinging events involving

honey bees and wasps (ie, yellowjackets, wasps, and hornets). Despite different venom composition in

the two insect groups, both may cause systemic damage and involve hemolysis, rhabdomyolysis, and

acute renal failure. Victim death may occur due to renal failure or cardiac complications. With support-

ive care, however, most victims should be able to survive attacks from hundreds of wasps or approxi-

mately 1000 honey bees.

(Vetter RS, Visscher PK, Camazine S. Mass envenomations by honey bees and wasps. West
)
Med 1 999; 1 70:223-227)

Death from honey bee or wasp envenomation is a rare

event. Most often it is caused by IgE-mediated Type

I anaphylaxis, and the fatal incident involves a single

sting. Fatal stings usually occur in the head or neck; death

typically occurs from hypotension, laryngeal edema, or

bronchial constriction within 1 hour, and the typical vic-

tim is over 40 years of age, with arteriosclerosis playing a

contributing role.
1 Less commonly, death occurs from the

toxic effects of massive envenomation involving hundreds

to thousands of stings. Here we review incidents of mas-

sive envenomations and discuss the differences between

bees and wasps, their venoms, and potential for danger.

With the recent arrival of the Africanized honey bee in the

United States (the states bordering Mexico2
and, recently,

Nevada) as well as the potential for their spread in the

southeastern United States, there is concern that the inci-

dence of stinging deaths will increase.

Bee vs. Wasp

Both bees and wasps inflict painful stings, but it is

useful to distinguish one from the other. In the medical

literature one repeatedly encounters confusion over the

insect responsible for stinging. We clarify the distinc-

tion, which may be important for proper treatment.

Most bees and wasps (both of the insect order

Hymenoptera) live solitary lives and are not predisposed

to sting humans. The greatest threat to humans is posed

by a few species of social bees—mainly honey and bum-
ble bees (Family Apidae); and social wasps—hornets,

yellowjackets, and paper wasps (Family Vespidae);

which produce large colonies of sterile workers. Nests of

paper wasps (Polistes

)

and bumble bees typically contain

only 100-200 insects and are not often involved in mass

stinging events, so they are not discussed in this review.

The typical hymenopteran stinging event occurs when
a single insect, usually a yellowjacket wasp, is disturbed

while searching for food. This usually occurs in the late

summer and early fall, when large numbers of hungry

yellowjackets are attracted to the food of humans eating

outdoors. 3 Any wasp or bee will sting in defense if it is

accidentally stepped on, swatted, or otherwise disturbed.

In contrast, mass envenomations occur when stinging

insects respond to a human intruder as a threat to their

colony. Typically, this happens when someone inadver-

tently stumbles into a colony or otherwise disturbs the

structure in which they live (eg, by throwing rocks at,

shooting at, or chopping a tree containing the colony),

whereupon hundreds or thousands of stinging insects

may issue forth in defense.

Originally a European and African species, the honey

bee, Apis mellifera, is used throughout the world by bee-

keepers; therefore, it is the bee species most commonly
involved in stinging incidents. Additional envenoma-

tions have been recorded from other honey bee (Apis)

species in Asia, including the Asian honey bee (A cer-

ana) and the giant honey bee (A dorsata). All honey bee

species live in colonies of several thousand workers.

Managed honey bee colonies consist of about 40,000

workers, with Africanized honey bees having slightly

smaller colonies.
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Yellowjackets {Vespula and Dolichovespula ,
10-15

mm in length) and hornets {Vespa, 15—40 mm) maintain

colonies of several hundred to a few thousand individu-

als.
4

In comparison to yellowjackets, which maintain

comparatively larger colonies, Vespa hornets are more

dangerous because of their greater venom injection

capability and greater venom toxicity. Vespa wasps are

distributed mostly in Europe and Asia,
4 with one species

{Vespa crabro ) established in the northeastern United

States.
5 Yellowjackets are originally holarctic in distri-

bution, but have become established in tropical and sub-

tropical regions such as Australia, New Zealand, Hawaii,

South America, and South Africa, where they have

become serious economic pests.
6

Sting versus Bite

A sting is delivered by a posterior, tapered, needle-

like structure designed to inject venom. In contrast, a

bite is delivered with mouthparts. Scorpions, ants, bees,

and wasps have stings. The stings of bees and wasps are

painful and potentially dangerous, whereas their bites

cause minor irritation. Ants may cause damage with

both a venomous sting and a noxious bite.
7
Spiders and

centipedes have venomous bites that inject venom
through specialized oral structures such as fangs.

Honey bee stings have an unusual specialization:

their stings are strongly barbed and are designed to

remain imbedded in mammalian flesh, whereas wasp

stings are not. This presence or absence of a detached

sting can aid in determining whether envenomation is

caused by bees or wasps. This can be critical in allergic

individuals, since the venom allergens differ between the

two insect groups. However, in mass envenomations

involving a nonallergic victim, there is less of a need to

make this distinction; although the venom dose lethal to

50% of victims (LD
?0 ) differs amongst the insects, clin-

ical care can be guided by symptomatic treatment based

upon the degree of systemic toxicity.

Venom

As reviewed by Banks and Shipolini,
8 honey bee

venom is similar among the different Apis species, with

minor variations in component quantities. Melittin (50%
by dry weight) is the main pain-inducing compound,

which functions by altering membrane integrity. The

larger molecular-weight enzyme, phospholipase A,

(1 1%), works in concert with melittin; it has no cytolytic

effect by itself.
910 These two components are responsi-

ble for red-cell hemolysis. Once melittin has disrupted

the membrane, phospholipase A, cleaves bonds in the

fatty acid portion of the bilipid membrane layer; it also

is the major allergen in bee venom. Mast-cell degranu-

lating protein (2%), as its name implies, causes mast

cells to break down, releasing histamine. Hyaluronidase

(l%-2%) is a secondary allergen; it also disrupts the

hyaluronic acid connective-tissue matrix, making it a

“spreading factor” that allows the other venom compo-

nents to infiltrate tissues. Hyaluronidase is a component

found in the venoms of a variety of evolutionarily

diverse animals (eg, snakes and spiders).
11 Additional

enzymes include acid phosphatase (1%) and lysophos-

pholipase (1%). Bee venom also contains a neurotoxic

peptide, apamin (3%). Histamine is only a minor portion

of bee venom (0.7%-1.6%); histamine reaction from

honey bee envenomation is due to endogenous release

initiated in the victim by other venom factors.

Because of the greater taxonomic diversity of wasps,

wasp venoms are more variable in their composition

among species. In general, they contain active amines

(serotonin, histamine, tyramine, catecholamines); wasp
kinins (similar in composition to bradykinins), which

are mostly responsible for pain; and histamine-releasing

peptides (mastoparans), which are responsible for the

inflammatory response. Of the allergens, “Antigen 5” is

the most active. Of the lesser active allergens, phospho-

lipase A and B cleave the fatty acids of the bilipid layer

at the 1 position, and hyaluronidase is a spreading fac-

tor.
1213 Some wasp venoms have neurotoxins (eg, man-

daratoxin in Vespa mandarinia), and the venom of a few

species contains acetylcholine.
12

Mass Stinging Incidents

Most of the mass envenomation cases reported in the

medical and entomological literature involve hundreds

of stings, many resulting in toxic systemic reactions and

renal failure.
14-55

Often, the sting totals reported in the

literature are estimates or are counts of the minimum
number of stings removed from the victim. Some case

histories were excluded from this study because sting

totals were listed ambiguously (eg, “numerous”, or

“dozens”) although one case history23 reported as

“mulitple” involved 150-250 stings (B. Ariue, MD,
Department of Pediatrics, Kaiser Permanente, Lancaster,

CA, written communication, 1997). We also omitted a

few mass stinging incidents in which death occurred

within 1-2 hours, because death in these cases was prob-

ably due to anaphylaxis rather than venom toxicity.

Massive wasp attacks range from tens to hundreds of

stings whereas honey bee attacks can reach several thou-

sand stings, reflecting differences in colony size (Fig. 1).

Stings in the head and neck predominate because these

insects preferentially attack these areas. Renal failure or

death may occur in the range of 20-200 wasp stings and

150-1000+ honey bee stings (Fig. 1). In cases where it

was not reported whether acute renal failure (ARF)
developed, death may have quickly occurred before sys-

temic damage was evident. The human LD
50

for honey

bee stings has been estimated to be between 500-1200

stings.
56 -57 With medical treatment, many victims with

1000+ honey bee stings have survived.
14-22

Only a weak relationship exists between age and

the outcome of mass sting attacks (Fig. 2). Both older

and very young victims appear to succumb more eas-

ily to bee stings but not wasp stings—but the scant

and variable data cannot resolve this. Surprisingly,

despite children’s small body mass, several stinging

incidents of 200-1000+ honey bee stings with sub-

sequent hospitalization resulted in recovery.
22-24
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Figure 1 .

—

The number of bee or wasp stings is plotted against the outcome of the stinging incident (died •, survived O).

Under categories of "died" or "survived", the data are separated into categories of whether acute renal failure (ARF) was

observed (+), did not occur (-), or was not evident from the case history (?). Sting estimates were scored as 1 1 0% of the

reported numerical value for ease of graphing (eg, "1000+" is displayed as "1100" on the graph); in cases of multiple overlap-

ping values, the data points are clustered around the value as best possible).

Children still are at high risk because they are more
likely to be stung due to carelessness, and are less

able to escape when stung.

Clinical stinging attacks from wasps involve fewer

insects, but there were more deleterious effects from their

stings than from a similar number of honey bee stings

(Fig. 1). Deaths from massive wasp attack
25-32

are most

often the result of attacks by Vespa orientalis and Vespa

affinis. These large eastern hemisphere wasps have killed,

via acute venom toxicity, with less than 300 stings. Mam-
malian toxicity tests on mice show that honey bee venom
LD

5q (3 mg/kg) is about equivalent to that of the larger

hornets (Vespa spp), and yellowjacket wasp (Vespula

[=Paravespula\ spp) venom is about 3-fold less toxic.
57

Pharmacological Effects of the Venom

In individuals who are not allergic to venom, small

numbers of stings cause little systemic damage, and the

response is limited to a localized wheal at the sting site,

with edema, erythema, and pruritis. Symptomatic treat-

ment is all that is required.

Despite differences between bee and wasp venoms,

their pharmacological effects are somewhat similar. In

massive envenomations, initial symptoms include

edema, fatigue, dizziness, nausea, vomiting, fever, and

unconsciousness. Endogenous histamine response can

cause quick onset of diarrhea and incontinence; 19,33,34
in

one case the victim defecated bees he had swallowed

while still under attack.
19 Systemic damage may

develop within 24 hours, although there are instances of

delayed onset (2-6 days).
35,36 Systemic effects include

hemolysis with its associated hematoglobinuria and

hematoglobinemia. Rhabdomyolysis may occur, lead-

ing to serum elevations of creatinine phosphatase

(CPK) and lactate dehydrogenase; CPK levels of

91,000 IU/liter have been reached within 24 hours of

mass stinging by bees (normal <160 IU/liter).
16 The

venom does not appear to affect the smooth or cardiac

muscle. 32 Hepatic serum enzyme levels may be ele-

vated. Thrombocytopenia can occur without evidence

of disseminated intravascular coagulation. 36 Oliguria

and ARF due to acute tubular necrosis are common
(Fig 1). Damage is usually reversible, responding well

to dialysis; complete recovery may require 3-6 weeks.

Although typically indirect renal damage is thought to

result from the breakdown of blood cells or muscle tis-

sues, there may be a direct nephrotoxic effect since ARF
can occur without rhabdomyolysis or hemolysis. 14,37

Other symptoms include muscular aches, cramps, hyper-

kalemia, hyperglycemia, and hypertension. In contrast, a

pediatric case of 120 German yellowjacket ( Vespula ger-

manica) stings in a 3 1/2-year-old child showed no

serum abnormalities but instead showed central nervous

system aberrations (eg, hallucinations).38
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Figure 2.—The number of bee and wasp stings is plotted

against age showing envenomations resulting in death

(•) or survival with renal damage (O). Case reports from

Figure 1 where renal failure did not occur or could not be

definitively determined from the report were not

included here. Sting estimates were scored as 110% of

the reported numerical value for ease of graphing

(eg,"1000+" is displayed as "1100" on the graph); in

cases of multiple overlapping values the data points are

clustered around the value as best possible.

Death has occurred within 16 hours to 12 days after

the stinging incident for honey bee stings,
18,21,39^14 (An

88-year-old female died 4 days after receiving

100-200 Arizona Africanized honey bee stings; a 66-

year-old convalescing male died 12 days after receiv-

ing about 130 stings [J. O. Schmidt, PhD, US
Department of Agriculture, written communication, 8

October 1997]). Death has occurred within 4 hours to

9 days for wasp stings.
25-32 45

Fatalities are typically

the result of renal failure due to breakdown products

of hemolysis, myolysis, and the ensuing renal

damage; or from cardiac arrest due to complications of

the venom toxicity. Fatal cases include victims who

were sent home after initial examination, only

to return the next day with graver symptoms. 25,28

Emergency Assessment and Treatment of a

Mass-Envenomated Victim

Mass envenomations only occur near colonies of

stinging insects. If attacked by large numbers of sting-

ing insects, a person’s best defense is to run away from

the colony as quickly as possible, as the insects will not

continue pursuit outside their territorial range. Honey
bees will leave detached stings in the victim, and these

should be removed as soon as possible by whatever

method is quickest. Erroneous conventional medical

advice states that the venom sac should never be

squeezed, since this purportedly injects more venom
into the victim; however, this was recently shown to be

incorrect.
58 Removal of bee stings that have been

embedded for more than one minute will have little or

no effect in reducing envenomation since most of the

venom empties from detached honey bee stings within

10-20 seconds. 59 Emergency personnel should be alert

to living bees or wasps still entangled in the victim’s

clothing,
38,46 since this could create additional problems

by exposing hypersensitive attending medical personnel

to stings.

Blood chemistry studies performed over a period of

hours to days will reveal whether toxic venom effects

have occurred. Particular attention should be paid to

serum levels of hemoglobin and myoglobin. Patients

should be admitted for observation, as delayed onset of

serious symptoms may occur. If a victim is involved in

a mass stinging incident of several hundred wasp stings

or 1000+ honey bee stings, careful observation in a hos-

pital setting and supportive care will often be sufficient

to overcome the toxic effects of the venom, and most

patients can be expected to recover.
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Description of an Ethics Curriculum for a

Medicine Residency Program

HENRY j. SILVERMAN, MD, MA, Baltimore, Maryland

This paper examines the attempts to develop and implement an ethics curriculum for the Internal

Medicine Residency Program at the University of Maryland Medical Center. The objectives of the cur-

riculum were to enhance moral reasoning skills and to promote humanistic attitudes and behavior

among the residents. The diverse methodologies used to achieve these objectives included case dis-

cussions, literature reading, role playing, writing, and videos. These activities occurred predominantly

within the forum of morning report sessions and ethics ward rounds. The author also describes efforts

to overcome the initial constraints associated with the implementation of this curriculum and con-

cludes by exploring future directions for the curriculum.

(Silverman HJ. Description of an ethics curriculum for a medicine residency program. West
)
Med 1999; 1 70:228-231)

The incorporation of medical ethics into the education

of physicians has gained widespread acceptance

during the last decade. By 1994, medical ethics was part

of the required curriculum in every medical school in the

United States.
1 Furthermore, the American Board of

Internal Medicine makes the teaching of medical ethics

a requirement in its published residency curriculum

guidelines, and its Internal Medicine Residency Review

Committee stresses the importance of medical ethics in

the training of compassionate, effective, humane physi-

cians.
2 Teaching medical ethics in postgraduate pro-

grams is important for several reasons. First, patient

encounters during the residency years provide opportu-

nities to demonstrate the practical contributions of ethics

to medical practice.
3 Second, as residency training

occurs at a time when individuals are still constructing

their attitudes, beliefs, and behaviors, efforts in ethics

education may have a profound and lasting impact on

residents. Finally, expanding clinical responsibilities

during residency training provide residents with numer-

ous opportunities with which to operationalize their

knowledge of medicine and attitudes regarding the prac-

tice of medicine. Subsequently, these experiences con-

tribute greatly to residents’ ultimate practice styles.

The teaching of medical ethics in residency programs

may, however, be problematic due to contingencies of

structure and constraints on time, funds, and faculty

availability. For example, the structure of a residency

program may preclude the teaching of a coherent syl-

labus that builds upon previous presentations, as resi-

dents may find it difficult to attend successive sessions.

Additionally, the existence of an overcommitted 3-year

training period that struggles to accommodate the essen-

tial elements in the broad specialty of internal medicine

may prevent an appropriate allotment of time to the

teaching of medical ethics. The busy time schedules of

the housestaff physicians may also preclude meaningful

reflection on and exploration of many complex or emo-

tionally charged subjects. Finally, faculty availability

may be an issue due to either the lack of funds or the

unavailability of individuals with the proper expertise to

teach medical ethics (eg, physicians with formal training

in ethics or philosophers with clinical exposure).

Another important issue involves adopting goals for

an ethics curriculum, which in turn will determine

course content and pedagogical methods. For example,

curricula embracing goals centered on enhancing knowl-

edge and moral reasoning skills will consist predomi-

nately of large-group presentations and small-group case

discussions on traditional topics (eg, ethical theories,

moral principles, codes of medical ethics, confidential-

ity, and euthanasia). Alternatively, curricula may move
beyond this traditional model with the aim of promoting

humanistic qualities and behavior. Such curricula have

incorporated literature, art, film, and writing to stimulate

discussions and enhance reflection, as well as the use of

role-playing sessions to strengthen interactional skills.
3"5

Recently, commentators have explored the different
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goals and methodology being embraced by medical

ethics curricula.
1,6 To add to the continuing discussion

on teaching medical ethics in postgraduate education, I

describe herein the ongoing process of instituting an

ethics curriculum in the Internal Medicine Residency

Program at the University of Maryland Medical Center.

Description of Curriculum

Curriculum Goals

The enhancement of moral reasoning skills as well as

the promotion of humanistic attitudes and behavior were

the broad objectives that motivated the development of a

medical ethics curriculum for the residency teaching

program. The specific goals were:

1) Introduce to residents basic concepts in ethics,

such as autonomy, determination of competence, the

ethics of surrogate decision making, forgoing of life-

sustaining treatments, and futility.

2) Enhance the ability of residents to recognize and
appreciate the ethical dimensions of clinical practice.

3) Increase the ability of residents to analyze andfor-
mulate well-reasoned positions (ie, to place more

emphasis on the process of moral deliberation rather

than its conclusions).

4) Promote the interaction skills necessary for carry-

ing out ethically sound medicine.

5) Enhance humanism among the residents by con-

veying to residents the attitudes, values, and behaviors

needed to deliver care in a compassionate and caring

manner.

Faculty

Funding (10% salary support) was made available to

the author, an internal medicine faculty member with an

MA in bioethics, to develop an ethics curriculum in the

Internal Medicine Residency Program.

Curriculum Structure

Several constraints of the residency program were

considered in developing the ethics curriculum. First,

the structure of the residency program precluded the

availability of block time to offer a core curriculum to

which every resident in the training program would be

exposed. Second, a separate time period was not avail-

able to introduce yet another lecture or conference into

the residents’ busy schedule. To overcome these con-

straints, the Internal Medicine Residency Program
director and the chief residents sanctioned the avail-

ability of a monthly morning report conference to the

ethics curriculum. Implementation of monthly ethics

ward rounds on each of the medical wards was also

approved. Finally, a 2- or 4-week ethics elective was
made available to the residents. Within the structure of

morning report, ethics rounds, and the ethics elective,

different pedagogical methods were used to achieve the

goals of the ethics curriculum.

Morning Report Conference

On a monthly basis, the author engaged the residents

(approximately 15-20) in a 1-hour discussion on med-

ical ethics issues, using one of the following teaching

methods:

Case method. Predetermined cases that highlighted

specific ethical issues (eg, cases from ethics committee

files or publicized court cases such as in re Conroy, 98

NJ 321 486 A 2d 1209 [1985] and Cruzan v Director,

Missouri Department of Health, 1 10 S Ct 2841 [1990])

were used to stimulate discussions. Cases were selected

ahead of time, and active discussion was encouraged.

Topics discussed at these sessions have included con-

cepts, policy, and practical issues related to advance

directives, surrogate decision making for incompetent

patients, competency assessment, brain death, assisted

suicide, and forgoing of life-sustaining treatments.

Journal Club. Articles from medical journals were

also used as triggers for discussions. The journal club

discussions were frequently led by residents taking the

ethics elective. The distribution of medical ethics arti-

cles obtained from prestigious medical journals (eg, the

New England Journal of Medicine) may promote the

perception that discussion of ethical issues is impor-

tant. Topics and associated articles reviewed have

included the costs of administering “futile” treat-

ments, 7
disability determination, 8

the notion of non-

compliance,9 and rationing. 10

Videos. Discussions on managed care were triggered

by viewing segments from the video Your Money and

Your Life.
u Other videos being considered include

WHOSE Death Is It, Anyway? 12 and segments from pop-

ular television shows (eg, Chicago Hope).

Literature. Short literary pieces were selected that

could be read by the group at the beginning of the ses-

sion. Literary methods are considered useful in medical

ethics education.6,13,14 Reading literature can enhance

the realization that patients have “narrative” lives, and

that every patient encounter represents a singular event

situated within a more complex contextual structure

(encompassing plot, motives, and characterization). One
hopes that consequently, physicians may listen more
fully to a patient’s narrative of illness. Reading litera-

ture, especially when performed within a group of peo-

ple, also may enhance flexibility of perspective by

increasing awareness of the many different interpreta-

tions that can be attached to the same text. Literary

pieces that have been interpreted at the morning report

sessions include The Use of Force by William Carlos

Williams, 15 An Infected Heart by John Stone, 16 and

What the Doctor Said by Raymond Carver.
17

Writing exercises. At morning report, residents have

been asked to write on one of the following topics: 1) my
most memorable 3 AM wake-up call, 2) a patient who
had an influence on me, or 3) my most repulsive patient.

When physicians write about their patients, they begin to

feel what their patients feel, which fosters empathy. 18

Furthermore, writing allows physicians to gain access to
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TABLE 1 .—Ethical Issues Raised Most Frequently on Ethics Ward Rounds*

Withdrawal and withholding of life-sustaining treatments

Administration of resources considered futile, especially CPR

Competency of patients who are refusing therapy

Patients/families demanding treatments that physicians do not advise

Dealing with abusive patients

Dealing with patients who are noncompliant with the medical regimen (eg, patients who continue to smoke or leave the hospital to obtain illegal drugs)

The obligation of the medical profession to care for patients with "unhealthy" lifestyles (ie, the ethics of patient responsibility)

Surrogate decision making

’Issues are listed in order of decreasing frequency.

CPR = cardiopulmonary resuscitation

inarticulated feelings, presenting an opportunity for

them to create some sense of connection between their

“professional’' and “personal” selves.
19 When residents

share their writings and compare their experiences and

feelings with one another, benefits similar to those real-

ized within a support-group setting are achieved.

Monthly Ethics Ward Rounds

Every month the author visited each of the medical

services (general medical wards, coronary care unit, and

medical intensive care unit) to conduct ethics ward

rounds with the residents, interns, and medical students.

The senior resident on the service selected a patient from

the ward whose situation was thought to contain an eth-

ical dilemma. This teaching format lends itself to two

types of pedagogical methods:

Case discussions. After a patient was presented, a dis-

cussion occurred concerning the ethical dimensions of

the case. Issues that have been raised most often (70%)
are shown in Table 1 and are listed in order of decreasing

frequency. Other issues brought forth from the selected

cases, but on a less frequent basis, are shown in Table 2.

Discussing ongoing dilemmas probably stimulated

residents’ interest more than the predetermined cases

used at the morning report sessions. The active selection

of cases by the residents seems to have enhanced their

ability to recognize and appreciate the ethical dimen-

sions of medical practice. Initially, when residents were

asked to select cases for discussions, they expressed

doubt as to whether there were patients whose situations

contained an ethical issue. After a year of experiencing

ethics ward rounds, however, they no longer expressed

such skepticism, and usually presented several cases.

Role playing. Discussions of cases offered role-

playing opportunities on such topics as speaking about

code status and giving “bad” news. Such role-playing

exercises can help to improve interaction skills.
1,4

Ethics Elective

Residents had the option of taking this elective for

either 2 or 4 weeks. They pursued the following activi-

ties: 1) focused readings on selected issues and subse-

quent discussions with the course mentor and other

residents taking the elective, 2) participation in the

TABLE 2.—Ethical Issues Raised Less Frequently on Ethics Ward Rounds

Confidentiality issues (eg, a patient with AIDS who is a hospital employee)

Informed consent (eg, the ethics of obtaining CD4 counts without patient consent)

Informed consent in research trials (eg, the ethics of obtaining consent when the physician and the investigator are the same person)

Family requests that patients not be told of their diagnosis

The subjectivity of selection criteria for organ transplantation

Criteria for disability and the obligation of housestaff physicians to make this determination

Conflicts between housestaff and attending physicians on management issues

The inconsistency with patients desiring CPR and refusing other diagnostic tests and procedures

Patients going to the emergency room with the intent of obtaining a central line to inject illicit drugs

Spouse is not coping with wife's illness and hence making it difficult for the staff to care for the wife and other patients on the ward

Managed care issues (eg, the ethics of transfers to satisfy previous economic arrangements)

The extent of physician bias and prejudices in treatment of patients

Family coercion involved with a patient's decision to go to a nursing home

The scope of physician advocacy for patients

AIDS = acquired immunodeficiency syndrome
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ethics ward rounds, J) attendance at the main meeting of

the hospital ethics committee, 4 ) attendance at ethics

seminars occurring at the medical center, and 5) partici-

pation in ethics consults. Concerning the latter, residents

would be involved in any consult performed by the hos-

pital’s Ethics Consultative Service, thus having the

opportunity to witness how ongoing ethical dilemmas

are analyzed within an ethical framework in an attempt

to achieve consensus among all participants.

Discussion

This paper has described an attempt to weave an

ethics curriculum into the confining structure of a resi-

dency program. The described curriculum, consisting of

case discussions, literary readings, videos, role playing,

and writing exercises, differs from other reported curric-

ula in that a specific block of time was not available

whereby residents could be exposed to a core curriculum

provided by didactic lectures.
3,20 The essentialness of

didactic lectures remains unclear. Several studies have

demonstrated the effectiveness of formal ethics courses

in enhancing knowledge and attitudes.
21,22 A study com-

paring an ethics education program consisting of a lec-

ture series with a program consisting of lectures and case

conferences, however, observed no difference between

the two groups in the amount of knowledge gained or

attitudes developed about selected ethics issues.
20

Future directions of the described curriculum include

more focus on issues that affect residents on a more per-

sonal level. These are probably similar to those

described for medical students23 and include 1 ) conflicts

engendered by a desire to be a team player, 2) question-

ing the authority of attending physicians without fear of

retribution, 5) how to deal with the witnessing of uneth-

ical behaviors, 4 ) how to challenge medical routine, and

5) how to balance one’s professional and personal lives.

Another area of focus would be the exploration of issues

relevant to the ambulatory setting (eg, the role of physi-

cians as gatekeepers and informed consent for screening

tests).

The implementation of ethics education in a resi-

dency training program is expected to affect the knowl-

edge, attitudes, and behavior of residents. The experience

gained in the program described in this paper may assist

other residency programs in their attempts to introduce

medical ethics education into their curricula.
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The Problem of

Methamphetamine Toxicity

The two articles on methamphetamine in this issue

draw attention to an important fact: We know very little

about this drug. Most of what we do know comes from the

Japanese literature and a handful of published case reports.

But generalizing from case reports is unreliable, and the

experience of other cultures may not apply to ours.

Methamphetamine has been a major problem in Japan

since the end of World War II,
1

but in the United States the

overall prevalence of methamphetamine misuse has

remained modest, especially when compared to cocaine.

In the 1996 report of the Drug Abuse Warning

Network (DAWN), 4,462 deaths were attributed to

cocaine compared to only 487 for methamphetamine,

roughly a 10 to 1 ratio.
2 Preliminary results for 1997

suggest little change. Emergency room visits have near-

ly doubled, however, from the first half of 1996 to the

first half of 1997 (from 4,200 to 8,400). There were

80,000 cocaine-related visits during that same period. 3

Unlike cocaine, which is a major problem everywhere in

this country, methamphetamine misuse remains less

common. Since 1991, not a single death from metham-

phetamine misuse has been reported in Atlanta,

Baltimore, Boston, Buffalo, Miami, or Newark.

The demographics of this drug raise some fascinating

questions about mechanisms of toxicity. DAWN statistics

for 1997 indicate that more than half the emergency room
visits were by people under age 35 (4,482/8,3 1 6) and that

a third of the visits to emergency rooms due to metham-

phetamine misuse were by women (2,983/8,316). In

autopsy studies, however, the mean age of decedents is

closer to 38 years, many are in their 40s and 50s, and

almost all are men. This is consistent with the results of

successive National Household Surveys on drug misuse.

That instrument continues to show that the population of

drug misusers is aging. In 1979, when the survey first

began, only 10% of misusers were over age 35. The per-

centage has now increased to nearly a third.
4 This age dis-

parity raises the possibility that methamphetamine-related

deaths may have a long incubation period. Typical find-

ings at autopsy include multivessel coronary artery dis-

ease and myocardial hypertrophy. 5 Aortic dissection is

also more common than is generally appreciated.

Multivessel coronary artery disease does not develop

overnight, and neither does myocardial hypertrophy or

medial degeneration. The evidence suggests that most

methamphetamine users die of chronic, not acute, toxici-

ty. The full extent of the problem may not be apparent for

several more years.

Today, most journal editors would reject a paper on

myocardial infarction related to cocaine misuse on the

grounds that the disorder is so common that it is no

longer reportable. Yet only a handful of reports describe

infarction in methamphetamine misusers. The explana-

tion may have to do with the production of heat-shock

protein. In experimental animals, amphetamines can

increase levels of the inducible heat-shock proteins.

These are a group of cellular homeostatic proteins

induced in vascular tissue by catecholamines.6 Cocaine

does not appear to be as effective an inducer of heat-

shock protein as methamphetamine. It may be that

methamphetamine misusers benefit from a degree of

myocardial protection that cocaine misusers do not.

Many other questions remain to be answered; but

because complications from methamphetamine misuse

are uncommon, these answers will be hard to come by.

Environmental exposure to drugs is a reality. Cocaine,

for example, can be detected in most circulating cur-

rency.
7 A few years ago, in California, a mother was

charged with murder by breast feeding when a few

nanograms of methamphetamine where detected in her

dead son. The child also had viral pneumonia and peri-

carditis.
8 The detection of trace quantities of a drug only

proves that the drug is in the environment, not that it has

caused any particular syndrome. Even very substantial

amounts of drug may represent nothing more than an

incidental finding.
9 Great care must be taken not to

needlessly exaggerate the threat by extrapolating too

much from isolated case reports.

STEVEN KARCH, MD
Assistant Medical Examiner

City and Counry ofSan Francisco

San Francisco, California

REFERENCES

1. Suwaki H. Methamphetamine abuse in Japan. NIDA Res Monogr 1991:

115:84-98

2. Substance Abuse and Mental Health Services Administration. Drug Abuse

Warning Network, Annual Medical Examiner Data 1996. Rockville. MD, Sub-

stance Abuse and Mental Health Services Administration, 1998

3. Substance Abuse and Mental Health Services Administration. Mid-year

1997 preliminary emergency department data from the Drug Abuse Warning Net-

work. Rockville, MD, Substance Abuse and Mental Health Services Administra-

tion, Office of Applied Statistics, 1998

4. Substance Abuse and Mental Health Services Administration. Preliminary

results from the 1996 National Household Survey on Drug Abuse. Rockville. MD,
Substance Abuse and Mental Health Services Administration, Office of Applied

Statistics, 1998

5. Karch S, Stephens B, Ho C. Methamphetamine-related deaths in San Fran-

cisco: demographic, pathologic, and toxicologic profiles. J Forensic Sci 1999;

44:1-9

6. Salminen WF Jr, Voellmy R, Roberts SM. Protection against hepatotoxicity

by a single dose of amphetamine: the potential role of heat shock protein induc-

tion. Toxicol Appl Pharmacol 1997; 147:247-258

7. Oyler J, Darwin WD, Cone EJ. Cocaine contamination of United States pa-

per currency [published erratum appears in J Anal Toxicol. 1998; 22:15A], J Anal

Toxicol 1996;20:213-216

8. Ariagno R, Karch SB, Middleberg R. Stephens BG, Valdes-Dapena M.

Methamphetamine ingestion by a breast-feeding mother and her infant’s death:

People v Henderson [letter] [see comments]. JAMA 1995; 274:215

9. Karch SB, Stephens B. Ho CH. Relating cocaine blood concentrations to

toxicity—an autopsy study of 99 cases. J Forensic Sci 1998; 43:41-45



233

Editorials

The JAMA Firing

The credibility of medical journals took a beating in

January 1999 when the editor of the Journal of the Amer-

ican Medical Association (JAMA) was fired by the journal's

owner, the American Medical Association (AMA). The fir-

ing made it clear that medical journals are not always what

they purport to be. Journals such as JAMA—and The

Western Journal of Medicine—hold themselves out to

practicing physicians as sources of information on the lat-

est medical research, and present themselves to scientists

as arbiters of quality in medical science. Yet apparently,

the journals are also places of bias and outright censor-

ship, where vested interests sometimes rule the day.

By now, the story of the JAMA dismissal is well

known. Dr George Lundberg, editor of JAMA for 17

years, was fired for publishing a study about college stu-

dents’ thinking on sex.
1 The study, from Indiana Univer-

sity’s Kinsey Institute, found that students don’t think

oral sex is the same thing as “having sex.” The Kinsey

data was collected back in the early 1990’s, but had

never been published. Last fall, when the Kinsey

researchers sensed that their findings might have a spe-

cial bearing on questions being raised about President

Clinton, they submitted their article for publication to

JAMA. JAMA sent it out for peer review. When it passed

muster with the reviewers and editors, Lundberg pushed

to have it appear in the journal sooner rather than later,

using the mechanisms available for early publication.

Before the article was published, however, leaders at

the AMA showed their disapproval. In science, com-
monly accepted methods for disagreeing with a pub-

lished study include writing a letter to the editor, sub-

mitting an editorial to the journal, or undertaking

research in order to demonstrate that the study findings

cannot be reproduced. But AMA executives didn't take

any of those steps. They own the journal, so they simply

fired the editor. The AMA’s CEO, Dr E. Ratcliffe Ander-

son, Jr, issued a statement noting, “It is not the AMA’s
business, nor is it JAMA’s business—to interject itself

into political controversy of this kind.”
2

Apparently, AMA leaders did not view the Kinsey

findings as significant. They’re entitled to their opin-

ions, but physicians who take a sexual history as part

of their standard history and physical might disagree.

It is of interest to know that many patients won’t

mention oral sex unless it is specifically asked about.

Dr Anderson may have been reflecting less on the

study, per se, and more on the AMA and its desire for

support from elected Republicans. Perhaps he want-

ed to dissociate the AMA from findings that could be

used by pro-Clinton forces in the debate over

impeachment.

Whatever Dr Anderson’s intentions were, he took

the wrong action. No medical editor should be fired

for publishing an article. By doing so, the AMA has

called into question the trustworthiness of all med-
ical journals.

Physicians need to be able to trust someone to sort

the wheat from the chaff in medical research. Typi-

cally, they’ve placed their faith in medical journals,

because they know that journal articles are subjected to

competitive peer review. Experts judge whether the

quality of science in a given manuscript is up to snuff,

and only a small minority of studies actually make it

into print. Now, because of this firing, physicians must

wonder every time they read a journal article: Was the

article published on its merits, as high quality science?

Or was the article published because the journal’s

owner concurred with its findings? These are very seri-

ous concerns. After he was fired, Lundberg acknowl-

edged in an article in the Chicago Tribune (February

17, 1999) that in several instances while he was editor,

he had faced substantial pressure, threats, intimidation

and other attempts to influence the content and publi-

cation of articles in JAMA.
For the record. Dr Lundberg has a new job as editor

of Medscape, a medical information service on the Inter-

net. He claims he'll have editorial independence there.
3

Also for the record, the new owners of The Western

Journal of Medicine have promised the new editors of

this journal complete editorial freedom. It’s a promise

they don’t make lightly. But if we had not been given

such assurances, we would not be editing the journal.

MIRIAM SHUCHMAN. MD
Editor
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A Letter to the Executive Vice-President of the American
Medical Association from Linda Hawes Clever

In response to the firing ofDr George Lundberg, Linda Hawes Clever communicates her thoughts and concerns

to the AMA.

JANUARY 25, 1999

To: E. Ratcliffe Anderson, MD

Executive Vice-President and CEO
American Medical Association

515 N State Street

Chicago, IL 60610

Dear Dr. Anderson,

I am writing as a long-time member of the San Fran-

cisco Medical Society and the California Medical Asso-

ciation. I have been active in these organizations for

years, chairing committees and task forces (most recent-

ly the Primary Care Task Force of the California Medical

Association), attending board meetings (as guest and

member), and recruiting new members. I also write as

immediate past Editor of The Western Journal of Medi-

cine and former Regent of the American College of

Physicians.

My husband, also an internist, and I were out of the

country when the first wave of news hit about your fir-

ing of George Lundberg, so perhaps we do not have the

entire picture. I am also aware of the distortions that can

take place in the press. Based on information available,

however, I am compelled to ask the following questions:

• Why, really why, did you do this? I won’t

repeat others’ hypotheses having to do with electoral

politics and attitude. Perhaps it is the old-fashioned

“hubris” that the Greeks described so well.

• How do you plan to maintain morale within the

fine JAMA staff?

• How do you think you will ever recruit a dis-

tinguished successor, given the nature of Dr. Lundberg’s

departure?

• Do you have any idea of the ever-deepening

well of disrespect that you are digging for the AMA?
William Osier said, “Do the kind thing and do it first.”

Where does that philosophy fit in your management

style? Public humiliation may be effective in some organ-

izations, but not in medicine, a profession that depends

on excellence, compassion, and good communications.

Of course, you cannot humiliate Dr. Lundberg. His

record and integrity stand strong and shining. You have

humiliated the AMA. We expect leaders to act like doc-

tors, not dictators.

Our country is going through dark hours. You have

further darkened our profession’s hours. I know you do

not stand alone. The Board that was responsible for the

Sunbeam situation is virtually the same Board as now.

That Board is accountable for your actions. There will

need to be new Board members, new administration,

and abundant new vision. There will need to be a return

to intellectual and publishing freedom before the public

and profession can even start to regain its confidence in

your organization. I am dismayed. Worse, really.

Sincerely,

LINDA HAWES CLEVER, MD, MACP
Chair, Department of Occupational Health

California Pacific Medical Center
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An "Old Timer" Reflects

on the Use of the
"Placebo Effect"

S
ixty years ago, the term placebo was used inter-

changeably with “dummy pill” or “sugar pill.”

Since then, its meaning has undergone a gradual

change. The application of the term placebo was broad-

ened to include devices, procedures, and treatments.

Now, the use of placebos has come to play a much
more complex role in therapeutics. Placebos have been

shown to result in physiologic and pathologic

changes. 1,2 This has come to be known as the “placebo

effect.”

After a 50-year career in medicine, I now realize

that the placebo effect is a powerful force that can play

a significant role in therapy. Its success or failure

depends heavily on these three conditions:

1)

The patient has a preconditioned “faith” in the

effectiveness of the “treatment” and the competence of

the therapist.

2)

The therapist has total conviction in and enthusi-

asm for the “theory” underlying the treatment, the cor-

rectness of the diagnosis, and the effectiveness of the

treatment, and is able to communicate this conviction

to the patient.

3)

The therapy used plays into the patient’s and

the family’s cultural concept of illness. The result of

using a placebo is enhanced if treatment is accompa-
nied by ceremonies and rituals performed by the

therapist.

A patient’s belief in spiritual, magical, or divine inter-

vention is probably the most potent placebo enhancer.

The more of these elements that are brought into play,

the more powerful the placebo effect.

The placebo effect is not limited to drugs (pharma-

cologically active or nonactive). There is a saying

among those familiar with back surgery that in many
types of back pain, the results of a simple skin incision

are as good as complex decompression and fusion pro-

cedures. (Think of the potency of the placebo effect of

the surgical ritual!)
4

Should such a powerful force be used by allopathic

physicians? Some articles 1,3 suggest that if the

“placebo effect” by itself can be shown to have a ther-

apeutic benefit, then there is nothing wrong with using

it! I agree, but only with qualifications. This is because

the use of placebos challenges a physician’s profes-

sional probity. As soon as a physician is totally up-

front with patients (“I am going to give you a dummy
pill and I have my doubts that you will be benefited by
it”), much of the effectiveness of the placebo is

defeated. Therein lies the paradox that confronts the

physician. 5

It is my opinion that the various “alternative medi-

cine” disciplines, in contrast to “evidence-based allo-

pathic medicine,” utilize the placebo effect extensively;

in fact, their success is largely built on the placebo

effect, which I consider to be their stock-in-trade. By
evidence-based allopathic medicine, I mean the kind of

practice that has been validated by scientifically con-

ducted and peer-reviewed studies.

Is the rising popularity of alternative disciplines a

reaction by the public to what it perceives to be reluc-

tance by the modem physician to employ the kind of

placebos the public has come to expect?

Once can posit the following hypothesis:

Evidence-based therapy + placebo effect =

outcome experienced by patient

What then are we to do when a situation arises that

seems to call for the use of the placebo effect? Should

we refer the patient to a committed alternative-

medicine practitioner down the street? Or should we
use the placebo effect ourselves? Although our pri-

mary allegiance is to the scientific method, I suggest

that it is acceptable for us to use the placebo effect

provided there is no more than a negligible risk of

harm and the cost of the “therapy” is insignificant.

Here we are at a disadvantage! If we are true to scien-

tific principles, and if we are not good actors and pro-

moters, we would be hard-pressed to fulfill the second

of the above list of conditions. Elaborate ritual can be

expensive, creating a conflict with the provision that

the cost be insignificant. 6,7

Nonetheless, we should not abdicate to others the

utilization of the placebo effect where warranted. By
virtue of our university medical education and post-

graduate training, we are best positioned to under-

stand the dynamics of illness and select optimum
treatment—including the placebo effect—with the

least chance of error or harm. 8

Ultimately, we each have to assess our own comfort

level with use of placebos to the patient’s clinical advan-

tage. In any event, to understand what we are doing, we
physicians should pursue self-knowledge as well as

medical expertise.
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Ash Wednesday

RICHARD R. PESCE, MD, Chattanooga, Tennessee

Entering the intensive care unit (ICU) to begin

rounds after a weekend off call, I found a patient of

mine had been admitted in respiratory distress. We had

known each other since his coronary bypass surgery

several months earlier. This surgery had been followed

by multiple complications, including sternal break-

down due to staphylococcal infection. This was fol-

lowed by four sternal repair attempts and finally omen-

tal flap closure before Drew could be weaned from the

ventilator. The repairs were more difficult than usual

because he had received radiation therapy to his medi-

astinal area for Hodgkin’s disease many years before.

This left him with a compromised blood supply to the

sternum and a restrictive cardiomyopathy. After 2

months and many hours of worry on both sides, he

could finally be discharged to home. He had been at the

office a half dozen times since to control his pleural

effusions by thoracentesis. The effusions finally began

responding to combination diuretic therapy. The last

time I saw him prior to admission he had improved

and, although still weak, he was beginning to enjoy life

and being with his family.

As I entered his ICU room I saw that things had

quickly deteriorated. Staphylococcal endocarditis, acute

and bacteremic, had taken hold. Drew looked gray, he

was barely able to whisper, and his breath sounds were

hardly audible.

“Drew, I have to help you breathe!”—he nodded in

response. As we laid his head down for intubation he

calmly submitted. I could not use any sedatives because

of his hemodynamic instability. I needed to place an

endotracheal tube and obtain venous access, but sternal

surgery had caused contraction of his neck muscles, so

no usual access was available. I continued, however,

through radiation-toughened skin, and with care because

his clavicles were out of alignment. I was able to obtain

a femoral artery blood gas and place a femoral intra-

venous line. But I saw that this had caused him discom-

fort despite local anesthetic.

“My God,” I thought. “I am taking part in a crucifix-

ion.” This man lay in front of me awake and suffering. I

was unable to relieve his pain just then and had to con-

tinue to do procedures to stabilize him.

Drew’s family had arrived, and quick exchanges

took place. We had met many times before and had dis-

cussions regarding the “what ifs” of his condition. His

family was wonderful and supportive. There was not

anything they would not try to accomplish for their

father and husband. His daughter asked if anything else

could be done, knowing what the answer would be.

(Even during his first surgery his aorta could not be

cross-clamped because it was so friable. To attempt

valve replacement was not possible.) As the patient’s

pressure continued to fall, episodes of bradycardia

began. He would respond to boluses of epinephrine and

then fade again. His wife asked that their priest be

called to administer the Sacrament of the Sick and that

comfort measures be taken.

They were. Father Mike arrived quickly. He had

known this family for many years and had been in school

with some of the children. As he began the service,

Drew’s family gathered at his bedside and prayed out

loud the Lord’s Prayer. Each person told Drew that he

should feel free to go to his reward, thanking him for hav-

ing loved and cared for them so well. As the priest con-

tinued the annointment, I could see the heart monitor

record slower and slower beats. They all then kissed him

goodbye. At the end of the last word of the last prayer the

monitor became flatline. At 9:20 am, it was over.

As the family said their last goodbye, each one

thanked me for trying to help Drew. I was speechless.

Seldom had I witnessed such closeness in a family, and

seldom had I felt so powerless to do anything that may
have been of benefit. Yet to have these people thank me
was more than I could bear.

Later that morning, I attended the Ash Wednesday
service at the hospital’s chapel. Drew’s family was there

and Father Mike was saying the Mass. Ash Wednesday is

the day most Christians begin to spiritually prepare them-

selves for the celebration of the death and resurrection of

Christ on Easter Sunday. It culminates in the placement

of ashes on the forehead to remind us that we are from

the earth and shall return to it when we die. It is a time of

sacrifice and reflection. I was the last person to receive

the ashes. Father Mike looked at me and said, “From dust

thou art and to dust thou shall return, Doctor.”

(Pesce RR. Ash Wednesday. West
j
Med 1 999; 1 70:237-238)

From the Chattanooga Heart Institute, 2501 Citico Avenue, Chattanooga, Tennessee.

Reprint requests to Richard R. Pesce, MD, 62 North Crest Road, Chattanooga, TN 37404.
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As I acknowledged him, 1 thought, “Yes, I will

accomplish this. But have I accomplished my mission

‘To cure sometimes, alleviate suffering often, and com-

fort always’?” At that moment, Drew’s wife approached

me: "Thank you for always being there for us, you will

always be in our prayers.” At that moment my question

was answered and doubt resolved.

On this Ash Wednesday, I felt the uplifting spirit of a

family’s love for their father and husband and the hope

for a better life. I have been privileged. Thank you. Drew.
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Resuscitating Annie

MIKE DENNEY, MD, FACS, Sausalito, California

ResuscitAnne is a celebrity. As the original man-

nequin used to teach basic cardiopulmonary resus-

citation (CPR) on television and in hospitals, schools,

and community organizations, she is known to millions

of people throughout the world. Annie has been rescued

heroically from the abyss of death more than any other

creature in human form, and thus she has become
almost a mythic figure.

Annie and I have been soulmates. As a physician

practicing CPR, I have shared with her the breath of

life, spent many hours practicing with her the tech-

niques for bringing the dead back to life, and shared our

experience with others so that they, too, might learn the

art. As I have participated as a student and a teacher in

CPR over the years, I have observed that there is some-

thing hauntingly sensuous about the countenance of

ResuscitAnne. Pondering that idea, I recently tele-

phoned the Laerdal Medical Corporation in Stavanger,

Norway, the place where the ResuscitAnne mannequin
is manufactured. There, I discovered a most unusual

story (T. Laerdal, CEO, Laerdal Corporation, oral com-
munication, February 11, 1999).

Approximately 100 years ago, the lifeless body of a

lovely young woman was pulled from the river Seine in

Paris. Her identity never could be established and she

came to be known only as the young woman from the

river Seine. A death mask was made for legal purposes,

and it was so beautiful that people bought reproductions.

Stories about her were told again and again, and a kind of

Victorian-era legend grew around her memory 1—a legend

of a shamed woman who committed suicide after being

rejected by her lover. Sixty years later, a famous doll-

maker, Asmund S. Laerdal, of Stavanger, Norway, was

commissioned to create a lifelike mannequin to be used to

teach CPR. Laerdal wanted his creation to be artistic, and

he knew of the legend of the young woman from the river

Seine. He thought it would be fitting to use her death-

mask as the model for the mannequin’s face. And so it is

that the haunting face of our ResuscitAnne is, indeed, the

face of the young woman from the river Seine.

Annie has changed dramatically in recent years, an

example of modem science’s triumph over art and sym-

bol. For the efficient prevention of infectious diseases,

Annie’s once lifelike hair has been replaced with molded

plastic, and her face and airway are now removable and

disposable so as to be easily disinfected. For cost-

effectiveness, her once full-length body, covered with

clothing that was a replica of that worn by the drowned

Parisian woman, has been replaced with just a bare

torso, keeping only those parts that are needed for the

exercise of CPR. As a result, Annie’s lovely aura has

been somewhat diminished.

Still, I wonder if there is a lesson in this story for

those of us who practice modem medicine, in which

science and technology has so often replaced soulful

contact with patients. Might we in some way begin to

bring spirituality into our practices if we imagine that

when we perform CPR and mouth-to-mouth breathing

on ResuscitAnne we gently kiss the young woman from

the river Seine?
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Confessions of a Beggarly Doctor

RALPH CRAWSHAW, MD, Portland, Oregon

I
do not wish to be a welfare recipient, but I am one by

act of Congress. Like other senior citizens signed up

for Medicare, each time I see my doctor 1 become a

charity patient, and I do not like it. Charity has at least

two meanings: designating institutions designed to serve

the poor, as in “charity organization”; or identifying the

exchange of sentiments that accompany a benevolent

act, as in President Lincoln’s address, “With charity to

all.” Medicare, with much of the former and little of the

latter, makes me a beggarly doctor.

My beggarly role does not arise from luckless depri-

vation since my career includes a remunerative practice

of medicine. Short of catastrophe, I am prepared to

pay my health care costs. Yet my health care insurer,

Medicare, is determined to hold down its costs by setting

medical fees below cost. Present Medicare reimburse-

ment stints the quality of care for its patients by forcing

a financial loss on many, very many, physicians.

My position stands in ironic contrast to those who, by

circumstance, are forced to ask for charity yet are denied

it because they are impoverished. But then all citizens

must pay close heed to the crack of a federal bureaucratic

whip, even as it drives us in ways we may not wish to go.

In questioning my role with the federal Medicare pro-

gram, some may say I am ill informed or even wrong

minded, since all that is involved is acting as claimant

for governmental medical insurance. Oh, and what kind

of insurance is it that holds the Samaritan responsible for

paying for the victim's loss? Does fire insurance require

the firefighter to pay for a portion of clean up and recon-

struction of burned buildings? Does theft insurance

expect the detective to pay for the thief’s stolen booty?

Yet, Medicare expects the steward of my medical care to

make up any loss in treating me out of non-Medicare

patients’ pockets. Consequently, every time I have my
eyes checked or an ache in my back diagnosed, I invol-

untarily become a Medicare charity patient.

There are those who might say, if you do not like it,

simply drop your Medicare coverage and pay your own
way. Such practical advice ignores my need for adequate

financial protection against catastrophic illness, a cir-

cumstance that potentially could wipe away a lifetime of

savings. My need is for protection against overwhelming

loss, not a federal license to force my doctor to cover the

cost of treating me.

The naive might wonder why I do not simply reim-

burse the short-fall out of pocket. FRAUD is the label fed-

eral authorities stamp on that arrangement. I know that

from the physician side of Medicare. When the federal

government learned that I had accepted the “Medicare”

difference in question from a wealthy patient, I was

promptly threatened with prosecution. After returning his

money, I promptly severed professional ties with that

insurance plan. Nor was canceling the contract an act of

greed. Rather, it has proved much simpler to return to the

classical approach of charging medical fees on a sliding

scale, with adjustment to the patient’s means, in some

cases 10 dollars for an hour’s psychotherapy.

But then, few practitioners can easily terminate their

Medicare contracts. After 35 years of psychiatric prac-

tice without a paid staff, it takes relatively little income

for me to cover the office rent, telephone bill, medical

organization dues, and malpractice insurance. Addition-

ally, my personal expenses grow less as the significant

cost of college education for my children is done and the

mortgage is paid, leaving sufficient savings to secure my
wife’s and my “future.” In contrast, most practitioners I

call upon for medical care maintain establishments

requiring a significant income flow to pay for adequate

office space; comprehensive malpractice insurance; and

salaries of nurses, receptionists, and bookkeepers

together with their retirement. Clearly, it makes no sense

for my doctors to charge me below cost fees.

Like any patient, I do not wish my doctor to be dis-

tracted by concern with haste for moving on to a patient

who will cover the loss of an enforced charity patient.

Yet, I can not offer my physicians a penny beyond the

mandatory 10 dollar co-pay. Should I suggest addition-

al payment, I tempt fraud. Instead, I discovered a way
that appears to restore a measure of financial balance to

our patient-physician relationship, despite a third party

peering over our shoulders. Preparing to leave, I ask the

the name of my doctor’s favored charity. Some respons-

es are diffident, perhaps suspicious. Once home I send

(Crawshaw R. Confessions of a beggarly doctor. West
j
Med 1999; 1 70:240-241)
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off a check to their charity for what I judge fulfills the

real cost of caring for me.

Unsurprisingly, a sharp critic, returning to the

Medicare issue, might say it is all well and good for me
throw money around since I am a “rich” doctor, but

what about the pensioner on the edge of destitution, fac-

ing mounting pharmaceutical bills? Certainly, it is folly

to contribute financially to charity if tight for cash. But,

on the other hand, who is so bereft of means and abili-

ty that they might not offer some service to a local char-

ity in the name of their caring physician? Who can not

spend an hour volunteering to help at the local United

Way or, if house bound, telephoning neighbors to sup-

port a “Walk Against Cancer”? Who can not go the

additional step to recognize their doctor struggles with

a system that bleeds humanity from the patient/doctor

relationship?

Aside from the initial shock my physicians may experi-

ence on learning they are dealing with a financially respon-

sible senior citizen, the response has proved serendipitous.

Notes of thanks come unbidden, while my medical care,

which the small minded may label as tainted with bribe, has

lifted an unwarranted beggarly status from my life.

I ask concerned senior citizens, does charity not flow

two ways? Is it ever out of place to ask your doctor to

name a charity? By leveling the ground beneath your

medical care, you may accomplish healing wonders for

both yourself and your doctor.
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Death of a Truck Driver: Fatal

Nicotinamide Poisoning Associated

with Intravenous Drug Use

To The Editor: Street drugs are frequently adulter-

ated by the vendor, a practice unbeknownst to the con-

sumer. Adulterants may include toxic substances such as

arsenic
1 and scopolamine. 2 We report a case in which the

substitution of nicotinamide for a street drug resulted in

a fatal poisoning.

A 42-year-old man was found dead in a truck parked

at a rural New Mexico truckstop. A syringe, drug para-

phernalia, vials, and a plastic bag containing clumped,

granular, tan material were adjacent to his body. The

man was an interstate truck driver who had previously

stopped in Oklahoma and south Texas.

Autopsy demonstrated only one needle track, with

fresh needle punctures over the extensor right wrist.

Analysis of the granular tan material by gas chromatog-

raphy-mass spectrometry (GC/MS) and of the syringe

by thin-layer chromatography revealed nicotinamide

and no other substances. A blood sample, also analyzed

by GC/MS, contained 0.6 pmol/ml of nicotinamide. No
ethanol or drugs of abuse were detected in the blood or

urine. Insignificant amounts of lead, arsenic, and mer-

cury were detected in the blood by atomic absorption.

The blood was less than 5% saturated with carbon

monoxide. Vitreous fluid electrolytes, creatinine, urea

nitrogen, and glucose were normal. The cause of death

was certified as nicotinamide poisoning.

We believe that in this case, nicotinamide falsely

sold as a common street drug was purchased in the

southwestern United States or in Mexico. Nicotin-

amide, a B-complex vitamin used to treat pellagra, has

been substituted for crack cocaine 3 and methampheta-

mine,4 but no adverse consequences have been recog-

nized. With large oral doses (1-6 g) in human volun-

teers, blood concentrations of nicotinamide ranged

from 0.7-1.
1
(imol/ml. 5

In rats, subcutaneous adminis-

tration of this substance in large doses caused respira-

tory depression, but blood nicotinamide concentrations

were not reported.
6

The mechanism of death in this case is unclear, but

may be related to respiratory depression. Although a low

concentration of nicotinamide was detected in post-

mortem blood, the dose and length of time between injec-

tion and death are unknown. Because it is possible that

other individuals may use nicotinamide-adulterated drugs,

physicians should consider nicotinamide poisoning in

cases of suspected drug coma, especially when toxicolog-

ic analysis does not reveal common drugs of abuse.

KURT B NOLTE, MD
Office of the Medical Investigator

University ofNew Mexico School of Medicine
Albuquerque, New Mexico

Medical Examiner/Comner Information Sharing Program
National Centerfor Environmental Health

Centers for Disease Control and Prevention

Atlanta, Georgia

ROBERT B. PALMER, PHD
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Biological Warfare

To The Editor: I read with great interest the article

by Lesho et al,
1

as the history of biological warfare is

one of my areas of particular interest. I noticed a few

minor errors in their report, however, that I wish to cor-

rect here for your readership.

I am not aware of any reports of the intentional dis-

semination of variola (smallpox) through contaminated

fomites occurring during the American Revolutionary

War, although such actions had already proven the effi-

cacy of this practice in the French and Indian War, 2-4 and

could possibly have been repeated. In 1763, Sir Jeffrey

Amherst, the commander of British forces in North

America, wrote to Colonel Henry Bouquet, suggesting

that it “be contrived to send the small pox among those

disaffected tribes of Indians” threatening Fort Pitt in

Pennsylvania. Even before their correspondence resulted

in a deliberate and official plan. Captain Simeon Ecuy-

er. Fort Pitt’s commander, reported a smallpox outbreak

and had begun distributing contaminated blankets and

handkerchiefs to the Native Americans. 2"1

The second, but much more subtle error, is that the

bacterial simulant dispersed in the New York City subway

system in the 1960s was Bacillus subtilis var globigii,
2 -45

not B globi. This was erroneously reported as B globii by

Robertson3 (referenced by Lesho et al) and a simple typo-

graphical or transcription error would result in B globi.

JEFFREY SUCHARD. MD
Department of Medical Toxicology

Good Samaritan Regional Medical

925 E. McDowell Rd. 2nd Floor

Phoenix, AZ 85006
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of Medicine, London, UK

and Anna Donald

University College London, UK

Why is there such a wide gap between

research findings and what actually

happens in clinical practice?

This accessible guide provides practical

suggestions for implementing evidence

based medicine in health care. Drawing

together the key issues, with seminal chapters from leading thinkers, including:

criteria for implementation; evidence based practice for providers; health

economics; decision analysis; and closing the gap between research and practice.

1
Getting
Research
Findings
into
Practice
Edited by

Andrew Haines and
Anna Donald

'This clear and concise book provides an excellent starting point for those $35.95

interested in finding their way through medical literature ' Palliative Medicine 0727912577 pb 2i6xi38mm isopp. 1998 (Login Book # H3221)

$26.95

0 7279 1139 2 PB 216 x138 mm 184 pp. 1997 (Login Book # H2426)

Evidence
Based
Practice
in Primary Care

Evidence Based Practice in

Primary Care
Edited by Christopher Silagy

Flinders University of South Australia

and Andrew Haines

Royal Free Hospital School of

Medicine, London, UK

This guide is an introduction to those working in

primary health care who have little or no knowl-

edge of the theory and practice of evidence

based medicine. The first section looks at the

practicalities of applying EBM and its effect on

decision making. The second section deals with the broader implications of EBM

and how it affects professional practice internationally.

S45.00

0 7279 1210 0 PB 234 x 156 mm 208 pp. 1998 (Login Book # E0763)

Narrative Based Medicine
Dialogue and Discourse in Clinical

Practice

Edited by Trisha Greenhalgh

University College London, UK

and Brian Hurwitz

Imperial College School of Medicine,

London, UK

The central theme of this book is the narrative

nature of illness and the consequent need for

interpretation as well as investigation of the

patient's problem.

'A timely book, and one which is both stimulating and controversial. It will

provide a fascinating read for many people. I defy anyone who reads 'The

Conker Tree', or the patient based view of epilepsy, not to learn something.'

Kenneth Caiman

$35.95

0 7279 1223 2 PB 216 x138 mm 304 pp. 1998 (Login Book # G3323)

BMJ Books are available from:

Login Brothers Book Company: Call: 888-858-7055 Fax: 800-339-1077 www.lb.com/bmj
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Randomised
Controlled
Trials
Alejandro Jadad

Randomised Controlled

Trials

Alejandro R Jadad

McMaster University, Canada

Written for anyone needing to under-

stand RCTs, this readable handbook uses

a question and answer format to explain

all the basic information. Authored by an

internationally known researcher from

McMaster University, it provides a

balanced view of the strengths and limi-

tations of RCTs.

EVIDENCE BASED

CARDIOLOGY

Edited by Salim Yusuf

John A Cairns, A John Camm,
Ernest L Fallen, Bernard J Gersh

m

Evidence Based
Cardiology
Edited by Salim Yusuf

McMaster University, Ontario,

Canada

John Cairns, University of British

Columbia, Vancouver, Canada

John Camm, St George's Hospital

Medical School, London, UK

Ernest Fallen, McMaster

University, Ontario, Canada and

Bernard Gersh

Georgetown University Medical

Center, Washington, USA

Contents include: RCTs The basics; Types of RCTs; Assessing the quality of

CTs; Bias in RCTs; Reporting and interpreting individual trials; From trials to

ecisions: The basis of evidence based health care.

23.50
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Systematic Reviews
dited by lain Chalmers

iochrane Centre, Oxford, UK

nd Douglas Altman

/ledical Statistics Laboratory, Imperial Cancer Research Fund,

ondon, UK

i concise, ground-breaking book showing health care workers how to

repare a good review article and how to evaluate one.

Attractively presented, highly readable, and packed with useful information.'

ournal of Clinical Nursing

26.95
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he Pocket Guide to Critical Appraisal
jin K Crombie

linewells Hospital and Medical School, Dundee, UK

verything you need to know to assess medical research is contained in this

ractical, accessible handbook. It provides a basic introduction to the principles

nd processes involved in critical appraisal, helping the researcher to make sense

f the overwhelming mass of medical literature available.

.a brief well-written and entirely helpful guide.' Family Practice

19.95

7279 1099 X PB 216 x138 mm 80 pp. 1996 (Login Book # C2514)

A ground-breaking text of major importance, addressing the implementation

of evidence based medicine in the major cardiological subspecialties

'Every physician and cardiologist should have a copy as a guide to the best

treatment options for heart patients. Probably the most important publica-

tion in cardiological practice ' Irish Medical Times

5234.00

0 7279 1171 6 HB 260 x 190 mm 1200 pp. 1998 (Login Book # Y0289)

From April 1999 a free electronic update to the text will be

available at www.evidbasedcardiol.com

Evidence Based
Gastroenterology and
Hepatology
Edited by John McDonald and

Brian Feagan

London, Ontario, Canada

and Andrew Burroughs

Royal Free Hospital, London, UK

Edited by leading gastroenterologists

working in evidence based medicine, this

text recommends best practice for treat-

ing the individual patient based on the

randomised controlled trials and system-

atic reviews conducted in the major

gastrointestinal and hepatobiliary subspecialties.

51 17.00

0 7279 1182 1 HB 260 x 190 mm c.600 pp. July 1999

Introductory price until end of December 1999. (Login Book # M7201)
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Why George D. Lundberg, MD,

Chose to Join Medscape

as Editor in Chief

The Web is revolutionizing access to healthcare information, and Medscape

has set the standard of excellence in the medium. I am joining a team that is as

passionate and dedicated as 1 am about improving healthcare by providing the

highest-quality information possible. Medscape’s authoritative Web site and

its talented team of editors and executives were critical factors in my decision.

— George D. Lundberg, MD
formerly Editor of JAMA for 17 years;

Medscape member since 1996

Just point your Web browser to www.medscape.com

and register for free. Then take advantage of the most

comprehensive medical information (19 specialty sites),

CME programs. Next Day Conference Summaries,

Journals, Medscape Money & Medicine, and more!



This month in wjm

This month in wjm

Women with recurrent cystitis may not

benefit from further tests

At least one in 10 women will experience cystitis and

20% of these will suffer a recurrence. Recurrent bouts of

cystitis are painful and irritating for women, who may

become rapidly confused by conflicting treatment sug-

gestions from both physicians and the media. On p.274

Lisa Chew and Stephan Fihn provide an evidence based

cuide to the management of this condition; how to pre-

vent further infections with minimal adverse effects.

There is little evidence that further investigations are

useful for most women, but taking nitrofurantoin or a

quinolone within two hours of sexual intercourse does

reduce recurrence rates.

Who should decide when treatment stops?

Most people die in hospitals, so it’s not uncommon for

clinicians to make decisions about when treatment should

stop. But what should happen when physicians feel

patients cannot improve but families insist on more

invasive treatment? On p.287, a working group from the

Bay Area Network of Ethics Committees suggests a set

ofguidelines to resolve conflicts arising over futile medical

treatment. On p.291, an author of a book on medical

futility argues that such policies exist only for the physicians’

benefit, and a lawyer warns that physicians may not be

safe against malpractice suits. In Op-Ed on p.254, ethi-

cist Charles Weijer claims that medical futility is a

morally harmful concept.

Chinese herbal creams may contain steroids

Patients with eczema often report success with Chinese

herbal creams. Keane et al (p.257) decided to analyze the

content of creams used by their patients and found that

most contained dexamethasone in various concentra-

tions. The preparations were often supplied in unlabeled

containers without clear instructions. The authors call

for closer regulation of herbal medicines to ensure ade-

quate labeling and to prevent dispensing of unlicensed

products in the guise of herbal treatments.

New drug therapies may reduce radiographic

signs of rheumatoid arthritis

Drug treatments for rheumatoid arthritis are usually

aimed at relieving pain and inflammation. At least 2

million Americans suffer from this chronic and debili-

tating condition. In the past year new drugs have come

on to the market that are aimed at reducing both symp-

toms and physical signs of the disease, and in Medicine

Cabinet on p.278, Edgar R. Arriola and Nancy P. Lee

discuss whether these drugs work, their side effects, and

cost effectiveness. One drug, an immunomodulatory

agent, is reported to reduce signs of erosions and loss of

joint space on radiographs.

Taking a sexual history can cause

embarrassment
Both physicians and patients can get embarrassed talking

about sexual problems. In Toolbox on p.284, John Tom-

linson and Etan C. Milgrom suggest how you can get

patients to open up about sex, and how much you can

learn from observing body language. They advise open

ended questions rather than taking an accusatory tone,

as in, “You’ve never been with a prostitute have you?"

Medical practice reflects social as much as

scientific values

Lobotomies were once a popular treatment in psychia-

try, although few would now argue that they work.

Joel Braslow’s examination of the historical records of

Stockton Psychiatric Hospital on p.293 shows that most

lobotomies were done for uncontrollable behavior, and

the majority were carried out on women. There was no

scientific rationale for this sexual discrimination. The

operations were performed because they left patients

docile and indifferent—personality traits thought to be

more suited to women.

Jehovah’s Witnesses don’t all agree on

refusing blood products

There are over 10 million Jehovah’s Witnesses world-

wide, many of them carrying the blood card that states

they do not want to be given blood. But, as Osamu

Muramoto points out on p.297, the religion bans some

blood products while endorsing others. Plasma and

platelets are forbidden on pain of exclusion from the reli-

gion, while stem cells and bone marrow are allowed. Not

only are regulations increasingly complex as new blood

technologies emerge, but some Jehovah’s Witnesses have

set up a reform group that supports the use of blood

products by its adherents. Muramoto advises that physi-

cians be sure to discuss blood products fully with their

Jehovah’s Witness patients.
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Op-Ed

To our readers
The new WJM will be informative, enjoyable and open to new ideas

This month's Western Journal of Medicine is the new

WJM. From now on, the journal will be known by the

abbreviation, WJM. The new WJM has a new look and

novel content areas. The new design of the journal, and

the increased attention to photography, art, medical

graphics, and graphic design in our pages, will without

a doubt make this a more visually appealing and excit-

ing journal. We’ve also brought in new content by cre-

ating new sections, and by including medical writers

who have not previously appeared in this journal.

These changes are aimed at making WJM more intel-

lectually stimulating, more clinically useful, and more

enjoyable. Medicine Cabinet provides practical infor-

mation on drugs, Evidence-Based Case Reviews offers

well-referenced clinical guidance, Research Digest gives

summaries of recent research, Med. Fix will be a regular

feature on radiology, and our News section has in-

depth reporting by journalists. Media Watch offers

criticism of the media’s coverage of medicine. Our sec-

tion West of the Rockies introduces new columnists

who will offer a regular perspective from the South-

west, the Northwest, and other regions.

We ask readers to submit clinical questions for the

section Curbside Consult, and we will work hard to

find the most qualified experts to respond. Of course,

the new WJM will continue to include peer-reviewed,

high-quality original research submissions, and we

promise our authors a fast turnaround time in order to

get new research information to our readers in a time-

ly fashion. Stay tuned for further changes—an elec-

tronic version of the new WJM will be coming soon.

MichaetS Wilkes, MD, PhD

mwilkes@ucla.edu

Miriam Shuchman, MD
shuchman@acsu.buffalo.edu



Rethinking case reports
Highlighting the extremely unusual can do more harm than good

In this month’s transitional issue of the WJM, Wilkes et al.

i present the first in what we hope will be an innovative and

I
informative series of case presentations, designed to bridge

what is sometimes seen as a large gap between evidence

based medicine (EBM) and clinical practice. It is important

to contrast these presentations with traditional “case reports
’

found in many journals, as well as to address the role we

hope they will play in helping transform the WJM into a

reader-friendly yet erudite and sophisticated resource for

clinicians in both community and academic practice.

Case reports are typically designed to highlight

extremely unusual findings. Such reports generally take

one of three forms: they describe a new or innovative

treatment or approach to a particular disease, they address

a rare condition, or they highlight very unusual manifes-

tations of a common problem. Although each of these

may be worth reporting, their utility for clinicians is like-

ly to be extremely limited.

The first type of case report (describing a new

approach or treatment) can raise a hypothesis that

deserves further testing. Examples include the few case

reports and small case series which suggested a possible

role for high dose epinephrine in cardiac arrest, or those

describing successful outcomes following serum alkalin-

ization for tricyclic antidepressant poisoning. It would be

foolhardy, however to translate the results derived in such

noncontrolled “n of one” experiments to general clinical

practice without much stronger evidence; indeed in many

if not most such instances, the posited intervention has

not proven useful when subjected to formal investigation.

Although the second type of case report (describing

a rare condition) is also limited in utility, it remains use-

ful because by definition there are not enough subjects

who have any rare problem to allow it to be studied

more rigorously. Nevertheless, by the same definition,

few generalist clinicians will encounter such problems,

and those who do are probably better served to consult

textbooks for information about them. This is because

by their nature these case reports do not present defini-

tive evidence about the disease in question, and may

focus on or stress elements that are misleading to physi-

cians with extremely limited experience in dealing with

the problem in question. While the opinions of experts

(like those who are called upon to write book chapters)

is subjective, it is undoubtedly helpful, in the absence of

definitive evidence, to filter whatever information is

available (including case reports) through their eyes.

The third type of case report, which describes a rare

manifestation of a ubiquitous condition, is by far the

most common, and unfortunately is far more likely to do

harm than good. If an enterprising clinician tried to

advance his or her career by writing up a case of an alco-

holic patient whose gait was ataxic after a drinking binge,

he or she would find it extremely difficult to find any

journal willing to publish the case. Why? Because ataxia is

an almost inevitable result of alcohol intoxication, and

although it is a very useful finding, it is obviously familiar

to most clinicians. If, on the other hand, the same author

submitted a manuscript describing a patient who began

to play the Bach Partitas and Sonatas, with perfect pitch

and intonation, and great depth of feeling, immediately

after an alcoholic binge (even though he had never before

played the violin!), prestigious journals would surely vie

for the opportunity to publish the case. Why? Because

such a thing could never (or almost never) happen!

Indeed, a reasonable clinician, on reading the typical case

report of this genre, would do well to take from it the exact

opposite of whatever it purported to show. This is because

the only reasonable interpretation of such a case is either a)

the report is inaccurate (the patient was not drunk, or the

beautiful music was actually coming from the CD player sit-

uated behind the drunk patient), or b) this was a miraculous

event, destined to occur only once in a lifetime—and since

it has already happened to the patient in the paper, it will

almost certainly not happen again to your patients!

The literature-based case presentations that will appear

in WJM are intended to be a very different animal. They

will concentrate on common problems in primary care,

regarding which the authors will be asked to address con-

troversial issues, as well as approaches to diagnosis and

treatment that can be supported by available evidence.

They are not expected to be systematic reviews, that meet

strict EBM standards for identifying and evaluating all

available evidence. In general such formal reviews can

only address limited or narrow questions, given the

amount ofwork (and space) which must be expended on

each separate question. Thus for a formal “systematic

review” of congestive heart failure, the topic of our first

case presentation, there would have to be extensive litera-

ture searches, and methodologic evaluations of all articles

identified, for many separate subtopics, including the abil-

ity of different observers to interpret physical findings, the

utility of various predictive instruments regarding prog-

nosis, the efficacy of (3-blockers and digoxin, the interac-

tion between ACE-inhibitors and aspirin, etc. etc. Such

an effort would be frankly prohibitive for our journal, nor

do we imagine we could impose on many authors to try

to tackle such an enormous task.

Nevertheless our case presentations, although not

EBM reviews in a formal sense, remain very different from
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both the classical case report model discussed above, and

from many standard reviews where, with perhaps an occa-

sional nod to the literature, so-called experts tell us what

they do, and that we should do it too, because they’re the

experts! Written by practicing clinicians (with some help

from experts, perhaps), and for practicing clinicians, these

presentations are intended to be practical, down-to-earth,

readable, and entirely supportable by the literature (rather

than anecdotal experience). Thus they will be based on evi-

dence, even if not formally “Evidence-Based.”

WjM also expects to publish EBM-type systematic

reviews, from time to time, of narrower clinical ques-

Medical Futility
Physicians, not patients, call the shots

The concept of medical futility, and the flurry of institu-

tional policies spawned by it, embraces the normative

illegitimacy described in Through the Looking Glass. When
Alice challenges Humpty Dumpty for using words idiosyn-

cratically, he responds: ‘“When I use a word,’ Humpty

Dumpty said, in a rather scornful tone, ‘it means just

what I choose it to mean—neither more nor less.’ ‘The

question is,’ said Alice, ‘whether you can make words

mean so many different things.’ ‘The question is,’ said

Humpty Dumpty, ‘which is to be master—that’s all.’”
1

The term medical futility was coined in 1990 as a

response to demands from patients and families for treat-

ment thought by physicians to be inappropriate.
2
With the

patients’ rights movement cresting, it was widely believed

that such demands would have to be acceded to unless new

grounds for refusal were manufactured. Medical futility is

designed, therefore, to be a trump card for physicians.

Futility is a professional judgment that takes prece-

dence over patient autonomy and permits physicians to

withhold or withdraw care deemed to be inappropriate

without subjecting such a decision to patient approval.
2

Futility is both unnecessary and philosophically

unsound. Medical futility encompasses two kinds of

cases. The first case involves treatment that is very

unlikely to work. Physicians have never had an obliga-

tion to disclose or provide any conceivable treatment.

With regard to disclosure of treatment options and the

provision of medical interventions, physicians are held

to the “standard of care,” that is, the range of treatment

accepted by at least a minority of expert practitioners. If

a treatment is widely accepted as ineffective, it follows

that the physician—without need of appeal to the

notion of medical futility—has no obligation to disclose

or provide such treatment. 3

Futility’s harm comes from its inclusion of a second

kind of case.
4
In it the treatment is effective, but the end

supported, for example, maintaining a patient in persis-

tions. These will serve a related, but slightly different,

purpose. We believe there is room for both types of exer-

cises, and that readers can benefit from each. Further-

more, we intend to carry a series of papers on the

concepts, value, and limitations of EBM, which he hope

will help elucidate these matters further. In the mean-

time, we hope that our case presentations, based on an

honest attempt to find answers to clinically important

questions about common problems faced in primary

care, will be readable and interesting, and help readers

improve clinical decision-making and optimize patient

care. Happy reading!

tent vegetative state, is controversial. Often the question,

“What sort of life is worth preserving?” is at the heart of

these disputes. Not surprisingly, many of best known

cases in the literature involve families who demand

continued treatment on the basis of strongly held cul-

tural or religious beliefs.
5
Futility does harm by suggest-

ing that physicians should, “Just say no.” Rather, good

medicine requires that doctors practice with respect for

such beliefs and, therefore, open communication and

negotiation is the morally preferred course of action.

One wouldn't guess it from the size of the medical lit-

erature on medical futility—445 articles as of January

1999—but disagreements with regard to the provision

of life-prolonging care are uncommon. Patients and

families disagree with recommendations to limit life-

sustaining care infrequently, and these disagreements

tend to resolve in a few days.
6
Given this, one has to

wonder, “What else is driving the agenda?” Prolonged

disputes often involve a substantial disagreement in val-

ues between the patient and the physician.

Futility’s response to the question, “Which is to be

master?” is clear: the values of the physician. Seen this

way, futility, and policies based upon it, attempts to

exchange shared decisionmaking for medical paternal-

ism: in short, it is an attempt to undo the bulk of moral

progress made in medicine over the last thirty years.
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The power of herbs • A warm welcome

The Power of Herbs

To the Editors,

Five years ago my neighborhood supermar-

ket had a single shelf of vitamins. Now
almost an entire aisle is taken up with hun-

dreds of “natural health” preparations. The

greatly expanded offering of vitamins has

been joined by an alphabetized bank of

herbal capsules, a wall of herbal teas, and an

impressive materia medica of homeopathic

remedies. Various formulations of St. John’s

Wort alone command as much space as the

vitamin shelf of a half decade ago. The

supermarket doesn’t stock these items out of

idealism. It stocks them because they sell.

The same shopper who hesitates to use a

prescribed decongestant will grab a bottle of

“Why don’t you try this?” my cousin said, holding

up a small brown bottle with a plain typewriter

label. “It is dog fat— rendered oil from a dog. The

herbalist in the village recommends it for colds.”

ephedra capsules on the way to the check-out

stand. Never mind that the herbal prepara-

tion might have the exact same active phar-

macologic agent as the decongestant—but

in a haphazard, uncontrolled mixture that

has almost certainly never undergone tests

for efficacy and potential side-effects. If it

looks like powdered green weed in a capsule,

it must somehow be better for you than an

artificially colored pill.

Eighty years after the Flexner report

tried to do away with unscientific medicine,

the pillars of the American medical commu-

nity have called a truce in their battle with

the holistic health care practitioners. They

have bowed to market forces. The reality

today: herbs are big. We now have an Office

of Alternative Medicine, which some poli-

ticians are pushing to be elevated to a full

member of the National Institutes of

Health. Medical schools are adding courses

in “complementary medicine that are enor-

mously popular. And even the hesitantly

conservative Medical Letter has given the

nod to some herbal remedies, reviewing

them along with their pharmaceutical

counterparts. In some states, naturopathic

physicians are demanding admission privi-

leges to hospitals.

I look on all this with bemusement, and

listen politely when my patients ask me

whether they should take erythromycin or

echinacea for a culture-positive strep throat.

After all, I have been experimenting eagerly

with herbs for twenty years—long before

the current popularity, and before most of

the public had even heard of these remedies.

Whenever I travel, in Africa, Asia, or Cen-

tral America, I like to check out the corner

apothecary or the market herbalist to see

what exotic nostrums are used for various

ailments. And whenever the opportunity

has arisen, I like to try some of these reme-

dies myself. I’ve submitted to a shamanic

ritual for a shoulder injury in Kenya, drunk

foul potions for recurrent bronchitis in

Nepal, and almost choked on some dust-

like herb for what was probably an acute

staphylococcal gastroenteritis in Taiwan.

Did the remedies work? The shoulder did,

in fact, eventually get better, after about a

year. Getting out of the smoky huts in

Nepal probably assisted whatever curative

powers the herb supplied. And I must say,

my vomiting and diarrhea were relieved not

long after I gagged down the dusty mixture.

Perhaps I would be unfair to suggest that

most acute gastroenteritis resolves sponta-

neously anyway.

Six years ago I found myself with a

nasty cold while visiting a cousin in

Switzerland. My cousin is a farmer in the

Appenzell—a region analogous to rural

Appalachia in the United States with a

quirky folk culture that makes it the butt

of a lot of national jokes. At the time of my
visit, I had been working at a busy family
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practice and was coming down with three

or four viral upper respiratory infections

myself every year, the inevitable conse-

quence of bad food, not enough sleep, and

treating countless sneezing and sniffling

patients. I was not enthusiastic about

enduring these same symptoms during my
short vacation in Switzerland.

“Why don’t you try this?” my cousin

said, holding up a small brown bottle with

a plain typewriter label. “It is dog fat

—

rendered oil from a dog. The herbalist in

the village recommends it for colds.”

I pried off the cap, took a whiff, and

poured a slight amount onto my fingers. It

had a greasy feel and distinct odor ofwet dog.

“I recommend you take it with some

brandy—might make it a bit easier to go

down,” he added helpfully when he saw the

look of distaste on my face.

“Does it work?” I asked.

“It occurred to me that my

cold was just about gone

anyway.”

“Well,” he admitted sheepishly, “I've

never actually tried it. Take it. You can

have the bottle.” I looked at him skepti-

cally. He quickly added, by way of expla-

nation, “You know, I never get sick, so I

don't really need it.”

I studied the brown bottle. The label

advised a teaspoon, preferably warm, three

times a day between meals, and pleasantly

suggested that the elixir might be com-

bined with fresh lemon juice and honey. It

occurred to me that my cold was just

about gone anyway.

Trying the dog fat now wouldn’t really

be a fair trial, would it? Better to wait until

the next cold. Yes, 1 would keep this bottle

and right at the prodrome, I would take it

according to the directions.

For the past six years the bottle has

sat in my bathroom cabinet, right next to

the ibuprofen, the cologne, and the skin

moisturizer.

Whenever I feel the first hint of a cold

—

a vague feverish discomfort, slightly burn-

ing face, or irritable sore throat— I look at

that brown flask. Hundefett. It is still com-

pletely full, since my symptoms somehow

vanish and I have never again come down

with a cold.

Paul Gahlinger, MD, PhD, MPH
88 K Street

Salt Lake City, UT 84103

A Warm Welcome

Dear Drs Wilkes and Shuchman,

A warm welcome to the all-new WJM!
We are excited about the changes to the

journal. We feel that the new journal will -

offer our physicians practical clinical infor-

mation of the highest quality. You and your

editorial board worked hard on this

relaunch, and your efforts are reflected in

the many new sections, such as Best Practice

and Culture and Medicine, intended to cre-

ate an enjoyable, readable, and trustworthy

journal. We also eagerly await eWJM, the

user-friendly, web-based collection of arti-

cles, reviews, pictorial quizzes, and medical

events occurring in the Western states and

provinces.

Most importantly, we look forward to

working with you to assure that health care t

practitioners receive the type of clinical .

information they need to continue improv-

ing patient care as we head into the new

millennium. We hope these new ideas will

both stimulate and remind them of the glo- .

ries of practicing medicine even in this diffi- :

cult environment.

We welcome WJM and wish you the

very best!

lack Lewin, MD
EVP/CEO, California Medical Association

George P Bunch, MD
President, New Mexico Medical Society

Robert K Seehusen

Executive Director and CEO, Idaho Medical Association
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Analysis of Chinese herbal creams prescribed

for dermatological conditions

ABSTRACT • Objective To determine whether Chinese herbal creams used for the treatment of derma-

tological conditions contain steroids. • Design 1 1 herbal creams obtained from patients attending general and

pediatric dermatology outpatient clinics were analyzed with high resolution gas chromatography and mass spec-

trometry. • Setting Departments ofdermatology and clinical biochemistry. € Main outcome measure Presence

of steroid. C Results Eight creams contained dexamethasone at a mean concentration of456 pg/g (range 64 to

1 500 pg/g). All were applied to areas of sensitive skin such as face and flexures. ; Conclusion Greater regulation

needs to be imposed on Chinese herbalists to prevent illegal and inappropriate prescribing of potent steroids.

Introduction

Alternative therapies are becoming increasingly popular,

particularly among patients with chronic skin disorders

such as eczema, which are not cured by standard treat-

ment. Parents of children with eczema and adult patients

tend to regard herbal remedies as natural, plant-derived

products that are without side effects. In particular, they

believe them to be free of steroids, unlike many of the

treatments prescribed by primary care physicians or der-

matologists. Oral Chinese herbal preparations have been

the subject of discussion for some time and have been

shown to be of benefit in eczema.
1,

2

In practice, how-

Figure 1 Gas chromatograms of standard cream containing dexamethasone

(top) and Chinese herbal cream (bottom).

S=peak for internal standard i, C=peak for internal standard 2, T=peak for dexam-

ethasone

ever, Chinese herbalists often prescribe creams, either

alone or in conjunction with the oral preparations.

We became interested in Chinese herbal medicine

because several of our patients reported improvement of

their eczema when using alternative treatments. Many
returned to our clinic when they could no longer afford

the herbs (the cost was up to $56 per week) with either

an exacerbation of their eczema during herbal treatment

or a request to continue their treatment through the

National Health Service. We suspected that these herbal

creams contained a steroid, so we analyzed some of

them.

Methods

Ten patients submitted Chinese herbal creams for analy-

sis (seven children, three adults). One adult was using

two creams, giving a total of 1 1 for analysis. Four

patients were simultaneously taking oral preparations.

Their ages ranged from 4 months to 36 years. Five diff-

erent suppliers in south London were identified.

The cream was weighed and then mixed with ethyl

acetate and water using a vortex. The phases were sepa-

rated by centrifugation, and the organic phase was fil-

tered through phase separating paper. This was

evaporated, usually leaving an oily residue which solidi-

fied on cooling.

The oil in the residue was removed by liquid-gel

chromatography. A portion of the purified extract was

analyzed as a derivative on a gas chromatograph. Peaks

were compared with known standard steroid peaks (Fig-

ure 1). The identity of peaks was confirmed by mass

spectrometry of standard dexamethasone and selected

test creams.

Results

Ten of the 1 1 creams were white with an aromatic smell.

Most containers were small glass pots, which were either

unlabeled or labeled only with the name of the cream or
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Table l Dexamethasone content ofChinese herbal medicines prescribedfor skin disorders andperceived effect

1 Name of cream Dexamethasone (pg/g) Clinical indication Clinical effect

Skinpro skin care lotion 0 Eczema herpeticum Exacerbation

Unlabeled 6o Eczema herpeticum Exacerbation

Unlabeled 84 Eczema Improvement

Pyongping 740 Eczema Improvement

Yellow lily paste 0 Scaly scalp No benefit

Skin care No 1 227 Eczema Improvement

Skin care No 1 334 Eczema Improvement

Skin care No 1 460 Eczema Improvement

Unlabeled 0 Scaly scalp No benefit

Ointment to ease inflamed skin 1512 Eczema Improvement

Unlabeled 640 Eczema Improvement

supplier and frequency with which to apply the cream.

Two pots were labeled with Chinese writing indicating

the ingredients of the cream which included yellow lily,

Radix astragali , Herba menthae, and Radix angelica

pubescentis. The indications for prescribing the treat-

ment were eczema in seven cases, scaly scalp in two, and

eczema herpeticum in one case (Table 1).

Eight of the 1 1 creams contained dexamethasone at

a mean concentration of 456 pg/g (range 64 to 1500

pg/g). The two bottles labeled with the ingredients did

not contain dexamethasone. All the creams prescribed

for eczema (including one case of eczema herpeticum)

contained dexamethasone. The concentration ofdexam-

ethasone in creams prescribed for children was 5.2 times

higher than that in those prescribed for adults (654.6

pg/g v 125 pg/g respectively). The highest concentration

was prescribed for the face of a 4-month-old baby with

eczema.

All of our patients were unaware of the ingredients of

the creams but had assumed that they did not contain

steroids. As none had been given advice about potential

side effects, the creams had been applied to the face and

the flexures, often several times a day.

Discussion

Dexamethasone is a potent steroid. The mean dose of

456 pg dexamethasone/g cream is roughly equivalent to

0.05% betamethasone valerate, which is a more familiar

preparation in the United Kingdom. The risk of side

effects with such potent steroids is increased by their

inappropriate use and application to areas of thin skin

such as flexures and the face. We do not know the origi-

nal source of the preparations or whether they all came

from the same supplier. The varying amounts of steroid

found in each cream, however, suggest that some prepa-

ration and mixing occurred at each shop.

Chinese herbal medicines are widely available. Con-

cern about the arbitrary supply of herbs for oral use, the

dose and content of which are apparently individually

tailored, has already been voiced by dermatologists and

hepatologists.
3, 4 The source and quality of the ingredi-

ents is also not standardized. Hepatotoxicity has been

reported from oral preparations, and little is known

about the long term toxicity of these drugs. Sheehan et

al have shown that standardized oral herbal preparations

that are monitored in a conventional Western manner

are beneficial in eczema.
1,

2

They also reported that these

standardized preparations did not act like steroids. In

our experience, however, most patients receive “person-

alized,” unlabeled, and unstandardized preparations.

In 1990, it was suggested that the improvement

noted during treatment with oral herbs might be due to

a steroid in the cream that was concurrently prescribed.

This theory, however, was never substantiated.
5 Subse-

quently, the illegal supply of labeled oral
6
and topical

7

steroids by Chinese herbalists has been reported. Our

patients received both unlabeled and unlicensed topical

treatment. Our results indicate that in many instances

when patients receive combination oral and topical

treatment, the topical element (which is essentially an

unlicensed steroid) contributes to the clinical response.

What must also be considered is the ethical issue arising

from giving steroids to patients who, disillusioned with

conventional treatment, believe they are taking herbal

preparations that do not contain steroids.

Chinese herbal creams are marketed, admittedly by

word of mouth, as safe and steroid free. Although our

sample numbers were small, most creams that we tested,

including all of those prescribed for eczema, contained

steroids.

We thank Elizabeth VEM Okokon for help with the

steroid analysis.

Contributors: FMK designed the project, collated the data, and wrote

the paper. SEM helped in the design of the project and collection of

creams for analysis. NFT analyzed the steroids. EMH and AWPduV
coordinated the research and are guarantors for the paper.

This paper was originally published in the BMJ 1999; 318:563-4.
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Summary Points

• Patients with eczema often report improvement with

Chinese herbal creams

• There may be no indication on the label about the con

tents of the cream

• Eight of the n creams analyzed contained dexametha-

sone at concentrations inappropriate

for use on the face or in children

• Inadvertent use of topical steroids can cause severe

exacerbation of eczema herpeticum

• Closer regulation of herbal medicines is required

COMMENTARY
Adulterants in herbal products: dangerous and deceitful

The herbal product industry in the United States is

booming. Annual retail sales are approaching $4 billion

and growing about 1 8% per year.
1

Botanicals are appear-

ing not only in a multitude of over-the-counter pills and

extracts, but also in a variety of food products including

teas, soft drinks, soups, and even potato chips. Up to a

third of American adults are now routinely using herbs

to enhance health or alleviate illness.
1

Because herbal products come from plants, they are

often viewed as “natural” and free from serious side

effects. Unfortunately, herbs are not inherently safe.

Recent reports have highlighted severe reactions both to

specific herbs, and to contaminants in the prepara-

tions.
2, 3

Reactions range from mild side effects such as

transient hepatitis or dermatitis, to severe fatal illnesses

including anaphylactic shock and liver failure.
2 A recent

study of260 traditional Chinese medicine products sold

in California retail herb stores found that 32% con-

tained undeclared pharmaceuticals or heavy metals.
4

Contaminants found in herbal preparations include

lead, mercury, arsenic, diazepam, thiazide diuretics,

ephedrine, and caffeine. The true incidence of side

effects to herbal products is not known because the sys-

tems for reporting adverse reactions are limited.

How can the consumer be sure that an herbal prod-

uct is both safe and effective? In the United States, most

herbs are sold as dietary supplements, and are therefore

regulated by the Dietary Supplement Health and Educa-

tion Act (DSHEA) of 1994. Under this legislation, herbs

and other dietary supplements (including vitamins, min-

erals, plant-derived substances, and amino acids) may be

sold and marketed without approval by the Food and

Drug Administration (FDA). 5 The DSHEA specifies

that the manufacturer is responsible for ensuring the

safety of the herbal product. However, there is no stan-

dard describing the specific tests required to document

safety, and therefore manufacturers may vary widely in

the amount of testing performed. This system is in sharp

contrast to that in place for standard drugs, where the

manufacturer must submit adequate evidence of safety

and efficacy to the FDA before the product may be sold.

The labeling of herbal products sold as supplements

is even more confusing. Supplement labels may not

make statements that imply that the product helps to

diagnose, treat, cure, or prevent a disease. Supplements

may, however, make certain “structure-function” claims.

For example, a product may claim to “maintain bowel

regularity” or “support immune function,” but it cannot

claim to “relieve constipation” or “treat the common
cold.” If supplements were used for these specific pur-

poses, they would be considered drugs, and would be

subject to a much more stringent regulatory process.

In this issue of WJM, Keane et al report a disturbing

finding about the contents of a sample of Chinese herbal

creams that highlights some of the problems with

the regulation of the herbal products

.

Intentionally adding active ingredients to herbal

preparations without the knowledge of patients is illegal,

dangerous, and deceitful. In the United States, any agent

that is used to treat a specific condition (such as eczema)

is considered a drug, and must undergo approval by the

FDA prior to marketing and distribution. In this study,

the dose of steroids used would have required a pre-

scription, which is yet another level of wrongdoing.

Clearly this dose of steroid can be dangerous for

patients, especially if used on the face or in children, as

was the case in this report. And perhaps most worri-

some, the practice of treating patients without telling

them the active ingredients of the treatment and the

associated risks and benefits is deceitful.

Chinese herbal treatments (without steroids) may in-

deed be effective for the treatment of eczema, as suggested
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by earlier reports.
7,

8

Although these studies are prelimi-

nary and not conclusive, they deserve further investiga-

tion. In general, the use of herbs in traditional Chinese

medicine involves an examination by a Chinese doctor,

an assessment of the patient’s disorder, and the prescrip-

tion of an individualized herbal treatment. While this

practice is foreign to our westernized vision of medicine,

it may have unique merits, and there is evidence to sug-

gest that certain Chinese herbal remedies are effective.
7

9 Given the high prevalence of use and the potential

benefit of these therapies, we must investigate their

effectiveness with an open mind and with a rigorous sci-

entific method. We must also support government

efforts to locate practitioners that are exposing patients

to illegal and dangerous treatments, thereby tarnishing

the name of traditional Chinese medicine.
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Historical cohort study of in utero exposure to

uterotonic drugs and cognitive function in

young adult life

ABSTRACT • Objective To examine whether in utero exposure to uterotonic drugs effects

cognitive performance in draft-age men. I Design Historical cohort study based on birth registry data

and cognitive function measured during evaluations for military service. I Subjects 4300 Danish

conscripts born between 1973 and 1975. I Main outcome measures Mean score in the Boerge Prien

test of cognitive function: score is the number of correct answers to 78 questions and correlates with

the full scale intelligence quotient. € Results The mean Boerge Prien score was similar for those

exposed (n= 1 0 1 1) to uterotonic drugs and those not exposed (n=3289), 43.1 versus 42.9 after adjust-

ment for confounders. f Conclusion Our data indicate that exposure to uterotonic drugs does not

affect cognitive function 20 years later.

Oxytocin has potent uterotonic properties that can induce

tetany, rupture, and water intoxication. Inappropriately

high doses can affect the fetus by inducing abnormal heart

rhythms, circulatory collapse, and preterm delivery accom-

panied by an increased risk of respiratory distress and dam-

age to the central nervous system.
1

Several studies have

reported an association between oxytocic drugs and neona-

tal hyperbilirubinemia,
2
which might influence long-term

cognitive function.
3

Little is known, however, of the long

term consequences of exposure to uterotonic drugs. We
investigated whether in utero exposure to uterotonic drugs

affects cognitive performance in men of draft age.

Subjects, methods, and results

Nearly all Danish men have to register with the draft

board at around 1 8 years of age, at which time they under-

go physical and mental examinations. We studied all men

who were born in Denmark after January 1, 1973 and

who were drafted while residing in North Jutland and

Viborg counties from August 1, 1993 to July 31, 1994.

All draftees took a 45-minute intelligence test, the

Boerge Prien test, developed in 1957 for the Danish

draft board.
4 The test includes four time-limited subtests

covering four categories: letter matrices, verbal analo-

gies, number series, and geometric figures. The test

shows high correlations with the Weschler Adult Intelli-

gence Scale verbal intelligence quotient (0.78), the per-

formance intelligence quotient (0.71), and the full scale

intelligence quotient (0.82). In the validation study the

mean full scale intelligence quotient was 106, equivalent

to a mean Boerge Prien test score of 44. 2.
4

We linked data from the draft examination with data

from the Danish medical birth registry using a 10-digit

unique personal identification number. The registry con-

tains information on all births in Denmark since 1973.

Oxytocin was the most commonly used uterotonic drug in
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Table l Data on 4300 Danish draftees according to exposure to uterotonic drugs during delivery. Figures are numbers (percentages) ofsubjects unless

stated otherwise *

Not exposed Exposed

(0=3289) (n=ion)

Draftees Boerge Prien test score:

Median (range) 44 (5-69) 44 (9-68)

Mean (95% Cl) 43.1 (42.8 to 43.4) 42.9 (42.3 to 43.5)

Quartiles (1-3) 37-50 37-49

Median (range) birth weight (g) 3380 (1130-5380) 3630 (1630-5380)

Quartiles of birth weight (1-3) 3130-3800 3130-3880

Median (range) birth length (cm) 52 (39-62) 53 (40-61)

Quartiles of birth length (1-3)

Gestational age (weeks):

51-54 51-54

* 37 2974 (90.5) 926 (91.6)

34-36 222 (6.8) 62 (6.1)

s 33 92 (2.8) 23 (2.3)

Number delivered by Caesarean section 188 (5.7) 76 (7-5)

Mothers Median (range) age (years) at delivery 26 (15-43) 26 (16-43)

Quartiles of age (1-3) at delivery

Parity:

23-29 23-29

0-1 2261 (68.7) 724 (71.6)

2 638 (19.4) 172 (17.0)

-3 390 (11.9) 115 (n-4)

Employment 3

Unemployed, housewife, retired 869 (26.6) 222 (22.1)

Employed 2219 (67.9) 737 (73-5)

Self-employed, assisting spouse 179 (5-5) 44 (4-4)

*Total number of subjects is not always 4300 because some data were missing.

that period. We examined the mean Boerge Prien test score

according to in utero exposure to uterotonic drugs, taking

account of possible confounding variables (Table 1).

We identified 4805 conscripts during the study period.

We had complete draft medical data on 4300. Of the

remainder, 495 were exempt from the examination mainly

because of asthma, osteochondrosis, and epilepsy, and 10

had incomplete data in the birth registry. Of the 4300 with

complete medical data, 22.8% had been exposed to utero-

tonic drugs; among those who were exempt from the

examination, 23.5% had been exposed to uterotonic drugs.

The mean Boerge Prien score was similar for those

exposed and those not exposed to uterotonic drugs

(43.1 v 42.9). We also stratified the subjects by mode of

delivery; in subjects born by vaginal delivery the mean

Boerge Prien score was 43.0 among those exposed to

uterotonic drugs compared with 43.1 among those not

exposed. From a multiple linear regression with all above

mentioned confounding variables included we estimat-

ed the difference in Boerge Prien score to be —0.58 (95%
confidence interval -1.25 to 0.08) between those

exposed and those not exposed to uterotonic drugs.

Comment
Friedman et al examined 156 children from 23 to 62

months after births associated with spontaneous labor,

labor induced with oxytocin, or labor induced with

dinoprostone. The overall prevalence ol neurological or

developmental abnormalities not attributable to events

after delivery was the same in induced and spontaneous

labors, but those abnormalities occurring after the

induction ol labor all followed the use of oxytocin.
5 Our

data indicate that exposure to uterotonic drugs does not

substantially affect cognitive function 20 years later. A
small difference due to nondifferential misclassification,

however, cannot be ruled out. A strength of our study is

the large size, the population-based design, and com-

plete ascertainment. It is unlikely that selection bias and

confounding explain the lack of association.

Contributors: HTS, KJR, and MWG in collaboration with SS initiated

the establishment and design of the cohort. HTS initiated this study

and discussed the hypothesis with KJR. HTS and FHS analysed the

data. PF collected the outcome data. SS linked the data to the birth

registry. All authors participated in the interpretation of the findings.

HTS, KJR and FHS wrote the first draft of the paper. All participated

in editing the paper. HTS is guarantor of the paper.

Funding: Helsefonden (grant number 1 1/064-94), the EU Biomed II

programme (contract number BMH4-CT97-2430), Aarhus University

Research Foundation (F-1996-SUN-1-77), and the Danish Medical

Research Council (grant No 9700677). The activities of the Danish

Epidemiology Science Center are financed by a grant from the Dan-

ish National Research Foundation.

This paper was originally published in the BMJ 1 999; 3 1 8:433-4.
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COMMENTARY
Long-term cognitive effects of drugs used during labor

Oxytocin, a hormone produced by the posterior pituitary

gland, stimulates uterine smooth muscle during labor, con-

tracts uterine vessels, and induces milk letdown. It is avail-

able as a synthetic compound and is used to induce uterine

contraction during labor in 15-40% of parturients and to

diminish blood loss in almost all women during the final

stage oflaborfHigh doses of oxytocin may result in hyper-

stimulation of the uterus and may pose an appreciable risk

to the mother and fetus; risks to the fetus include hypoxia

and damage to the central nervous system.
2
The long-term

consequences for the infant of oxytocin and other com-

monly used drugs have not been well studied. In particular,

the behavioral and cognitive outcomes of pharmacological

treatments used during labor have received little attention.

This has partially been due to the tremendous expense of

and difficulty in following cohorts of infants and studying

them over decades.
3 The challenge of adjusting for poten-

tial confounders (such as socioeconomic, nutritional and

educational status) from the time of exposure in utero

through to adulthood are also enormous.

Sorensen et al have met some of these challenges

with their study of a cohort of4300 draft-age men from

two Danish counties who completed a Danish intelli-

gence test, the Boerge Prien test, as part of the screen-

ing examination for the draft.
4 The draftees were linked

to the Danish medical birth registry, a database con-

taining data on all births since 1973. Altogether, 1011

(22.8%) of the men had been exposed to oxytocin in

utero; their mean intelligence score was not significant-

ly different from those who were not exposed, even

after multivariate adjustments. This rare opportunity to

follow a cohort from birth to adulthood with complete

ascertainment is laudable. Further strengths of the

study are its large sample size and its community-based

population.

More information on the dose of oxytocin and, most

importantly, at which stage of labor it was administered

would have provided more conclusive evidence. Expo-

sure during the third stage of labor (postpartum) would

not be expected to affect the newborn whereas exposure

during earlier stages might have an effect on the central

nervous system of the fetus.
5
In addition, a selection bias

could explain the lack of an association since 495 men

were exempted from the examination on medical

grounds due to illnesses which included epilepsy.

Although the percentage of those exposed to oxytocin

was similar for the men who were examined and those

who were not, it would have been useful to determine if

those with epilepsy had had a similar exposure rate.

Epilepsy is often an indication ofwidespread central ner-

vous system injury that, in turn, may be associated with

poor cognitive function. It would also have been useful

to determine the educational performance of the cohort

to see if functional differences existed between the

exposed and unexposed groups. It is also possible that

gender differences exist; Seidman et al found that neona-

tal hyperbilirubinemia was associated with lower scores

on intelligence tests in male 17-year-olds but not in

females/ Interestingly, they did not find a significant

association between IQ score and hyperbilirubinemia

when it was analyzed as a continuous variable but did

when IQ was dichotomized to a low score. It would be

interesting to explore whether Sorensen et al stratified the

groups by performance and if there was an association

between poor performance and exposure to oxytocin.

Long-term consequences, especially cognitive and

behavioral, of drugs administered during labor and

delivery have not been studied often. The findings by

Sorensen et al are a significant contribution towards

answering an important question. More research on the

effects of drug exposure in utero should be pursued.
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HERPES ZOSTER DISTRIBUTION—A LESSON IN ANATOMY

Is herpes zoster unilateral?

QUESTION: The Varicella zoster virus (VZV) follows a dermatomal distribution

and unless disseminated, the reactivation of this virus is thought to be unilateral.

Why do the lesions in Figures 1 and 2 appear to cross the midline?
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ANSWER: The answer lies in the anatomy of the spinal

nerves (Figure 3). The posterior primary ramus of each

spinal nerve has a small medial branch and a larger lat-

eral branch. Therefore, the cutaneous innervation to the

back is crossed with the medial branch, only reaching a

few centimeters across the midline.

These clinical photographs of two different cases of

zoster demonstrate the anatomy of the spinal nerves.

These cases are not disseminated zoster, but each case

represents a single dermatome innervated by a single

spinal nerve showing cross-innervation. Both cases were

in otherwise healthy young adults. Neither patient

developed disseminated zoster nor was found subse-

quently to have any underlying illness.

Most zoster cases are acutely painful, uncomplicated,

and resolve spontaneously in 1 to 2 weeks. Disseminated

zoster can occur in immunosuppressed individuals. The

VZV remains latent in the dorsal root ganglia and be-

comes reactivated in zoster. Because we do not have any

curative antiviral agents for VZV, the goals of therapy are

to diminish pain, viral shedding, and duration of symp-

toms, and to prevent postherpetic neuralgia. There are data

that suggest that treating zoster with an antiviral agent in

older individuals may prevent post-herpetic neuralgia.
1

3

Acyclovir (Zovirax) was the first antiviral agent with

proven efficacy against VZV. Two newer agents now

available are famciclovir (Famvir) and valacyclovir (Val-

trex). Preliminary data on these new agents indicate that

they are at least as effective as acyclovir for the treatment

of zoster.
4 Both newer agents have the advantage of

requiring fewer doses per day and currently valacyclovir

is priced less expensively than acyclovir and famciclovir.
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Does regular exercise during pregnancy affect the

physical growth or mental development of infants?
Clapp ]F 3rd, Simonian S, Lopez B, Appleby-Wineberg S, Harcar-Sevcik R. The one-year morphometric and ncurodevelopmental outcome of the

offspring ofwomen who continued to exercise regularly throughout pregnancy. AmJ Obstet Gynecol 1998; 178:594-599.

QUESTION: What is the effect of regular, sustained, antigravitational exercise during

pregnancy on the postnatal growth and neurodevelopment of infants?
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Design

Cohort study with follow-up at 1 year.

Setting

USA.

Participants

A total of 1 04 infants ofwomen recruited from an ongoing

study of exercise during pregnancy returned for follow-up

and had a satisfactory evaluation at 1 year. All mothers had

had uncomplicated pregnancies. All mothers were white,

25-38 years old, had family incomes in the upper 50%,

had a median of 1 7 years of education, and most (9 1 %)

worked outside of the home. They all had well balanced

diets, had 12-28% body fat, and had no chronic illnesses;

they did not use tobacco or drugs. Median parity was two.

Exclusion criteria were an abnormal antenatal course (pre-

mature labor, pregnancy-induced hypertension, abrupdo

COMMENTARY
Grace Edwards, RGN, RM, ADM, M Ed., Regional Perinatal Surveys Manager, Unit of Perinatal

and Ptediatric Epidemiology, University of Liverpool, Liverpool L69 3BX

Research suggests that regular aerobic exercise during pregnancy improves physical fitness, although

a systematic review of the available trials found insufficient data to identify important risks or bene-

fits to the mother or infant.
1

This study by Clapp et aJ followed a cohort of 104 physically fit women who became pregnant.

The women were divided into two groups: those who continued to exercise regularly during preg-

nancy and those who were physically active but exercised intermittendy. It might have been useful

to have included a group ofwomen who did not exercise at all.

The lack ofconfounding variables means that the study is clear, but this makes the findings less

gencralizable to other groups of pregnant women. Although the findings showed a statistically sig-

nificant difference in body fat at birth and in the psychometric scores of infants at 1 year, these find-

ings are not clinically significant. No consideration was given to the parity of the women, which

may have had an effect on the birth weight of the infants. The authors rightly point out the limita-

tions of a small, non-representauve cohort and arc aware of the limitations of the Bayley Scales of

Infant Development. All intelligence tests have different strengths and limitations and these should

be considered carefully before use.

Women who exercise regularly before becoming pregnant may seek advice from nurses and

other health professionals on whether to continue exercising during pregnancy. This study will allow

clinicians to reassure active women who meet the selection criteria that they can safely continue to

be moderately active during pregnancy without harm to the fetus. Large, randomized controlled tri-

als are needed to adequately assess the potential effects of exercise during pregnancy for women and

their babies.

Kramer MS. Regular aerobic exercise during pregnancy. In: Cochrane Collaboration, latest version

29 April 1996. Cochrane Library. Oxford: Update Software, 1996.

placentae, or intrauterine growth retardation); intrapartum

complications (for example, sepsis, fetal distress, or Apgar

score <7); and diseases in infancy that could directly affect

development (recurrent otitis media with effusion, feed-

ing problems, surgery, or severe or protracted illness).

Assessment of risk factors

Fifty-two mothers were classified as exercisers (they ran,

did aerobics, or used stair climbing machines >3 times/

week for >20 min at an intensity >55% of their maximal

performance during pregnancy), and 52 were classified as

physically active (they participated in intermittent activity

such as golf, tennis, or hiking; infrequent activity; or no

recreational exercise).

Main outcome measures

Within 24 hours of birth, a trained examiner measured the

infant’s weight; length; head, chest, and abdominal cir-

cumference; triceps and subscapular skinfold thickness;

and fat mass. Within 1 month of the child’s first birthday

an examiner who was unaware of the mother’s exercise sta-

tus administered the original Bayley Scales ofInfant Devel-

opment (psychomotor and mental scales), and a different

examiner repeated the morphometric measurements.

Main results

At birth, the infants of mothers who had continued exer-

cising during pregnancy had lower birth weights and less

body fat (both P=0.05) than infants of mothers who were

physically active, but they did not differ in length, head cir-

cumference, or lean body mass. At 1 year, the groups did

not differ on any of the morphometric assessments or on

performance measured by the Bayley mental scale. Infants

ofwomen who exercised performed slightly better on the

Bayley psychomotor scale (P=0.05).

Conclusion

Regular, sustained, antigravitational exercise during preg-

nancy did not affect infants’ physical growth or mental

development at 1 year.

Funding: National Institute of Child Health and Human Development,

the Alexander von Humboldt Foundation, MetroHealth Medical Center.

This article was originally published in Evidence-Based. Nursing 1999; 2:22.

264 Wjm Volume 170 May 1999





Research Digest

Are baseline depressive symptoms associated

with smoking initiation in adolescents?
Escobedo LG, Reddy M, Giovino GA. The relationship between depressive symptoms and cigarette smoking in US adolescents. Addiction 1 998; 93:433-440.

QUESTION: Do depressive symptoms at baseline influence the rates and patterns of

smoking initiation and cessation at follow up in adolescents?

Design

Inception cohort of adolescents sampled from the com-

munity and followed for 4 years in the Teenage Attitudes

and Practices Survey (TAPS).

Setting

USA.

Participants

7885 adolescents (51% boys) who were 10-18 years ofage

at baseline and lived in households selected for the US National

Health Interview Survey (last two quarters of 1988 and

the first two quarters of 1989) were eligible to participate;

5828 adolescents (53% boys) without depressive symptoms

at baseline and 1228 adolescents (60% girls) with depressive

symptoms at baseline were analyzed for smoking initia-

tion. A total of 576 smokers (59% boys) without baseline

depressive symptoms and 253 smokers (62% girls) with

baseline depressive symptoms were analyzed for smoking

cessation. Nonsmokers included “puff smokers” (those

who had smoked at least one but not 100 cigarettes), for-

mer or experimental smokers (those who had smoked > 1 00

cigarettes but had not smoked in the previous month), and

occasional smokers (those who had smoked one cigarette

and had smoked during <5 days in the previous month).

Assessment of prognostic factors

Race, school performance, risk-taking behavior, age, the pre-

sence ofsmokers in the household, and parental educational

level were assessed for potential confounding effects.

Main outcome measures

Number of non-smokers who began smoking regularly

(that is, smoked >5 cigarettes in the previous month)

and number of regular smokers who stopped smoking

(did not smoke in the previous 30 days and did not

think they would be smoking 1 year later).

Main results

After adjustment for race, school performance, risk taking,

and the presence of smokers in the household, depressed

adolescents were more likely than nondepressed adoles-

cents to start smoking regularly (Table 1). No association

between depressive symptoms and rates of smoking cessa-

tion was seen after further adjustment for age and parental

educational level (Table 1).

Table l Association between baseline depressive symptoms and smoking

patterns in adolescents

Outcomes after 4 years (rate) Adjusted odds ratio (95% Cl)

Smoking initiation 1.3 (1.1 to 1.6)
A

Smoking cessation 0.7 (0.5 to 1.1)
8

A
Adjusted for race, school performance, risk-taking behavior, presence of smokers

in the household, and region.

8
Not significant. Adjusted for race, school performance, risk-taking behavior,

presence of smokers in the household, region, and parental educational level.

Conclusions

Adolescents who had depressive symptoms at baseline

were more likely than those who did not have depressive

symptoms to start smoking regularly. No association was

seen between depressive symptoms at baseline in adoles-

cent smokers and cessation rates 4 years later.

Funding: National Cancer Institute, American Cancer Society, Robert

Wood Johnson Foundation.

This article was originally published in Evidence-BasedMental Health 1 999; 2:22.
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COMMENTARY
Naomi Breslau, Henry Ford Health Sciences Center, 1 Ford Place , Detroit, Ml 48202-3450

Understanding the etiology of smoking, especially in adolescence, is important in preventing or

reducing smoking. It is difficult to disentangle spurious causal effects from the true causal effects of

suspected risk factors. The study by Escobedo et al achieves this by using a longitudinal design and

statistical controls. Escobedo et al reported that symptoms of depression and anxiety at baseline

increased the risk of smoking 4 years later. The observed effect, although small, is of considerable

importance given the relatively high prevalence ofdepressive and anxious symptoms among adolescents.

Nonetheless, important questions remain. The authors referred to the risk of becoming a regular

smoker (that is, of having smoked 5 days during the previous month) as a risk ofsmoking initiation,

a term that indicates smoking for the first time. In one analysis, the authors estimated the risk of reg-

ular smoking in adolescents who had been nonsmokers, ever-smokers, or occasional smokers; this

analysis combines initiation and progression to regular smoking. In another analysis, they reported

the incidence of regular smoking among adolescents who had never smoked, providing a clearer test

of the role of depressive symptoms in regular smoking. Had they also reported the combined inci-

dence of any stage of smoking during the 4-year interval, we would be able to gain insight into the

effects ofdepressive symptoms on smoking initiation as distinct from progression to greater involvement.

The importance of this distinction stems from research showing that the initiation and progression of

adolescent drug use might be preceded by different conditions. Initiation might result from social influ-

ences, such as peer use, whereas progression might be more closely tied to internal states, such as depressed

mood. Evidence that major depression is a risk factor for progression to daily smoking has been reported.
1

Evaluation of the role of emotional distress in adolescents’ initiation or progression of smok-

ing should take into account the strong correlation between conduct problems and drug use and

emotional distress.
2 The finding that emotional distress, either alone or in conjunction with con-

duct problems, increases adolescents’ vulnerability to smoking cannot be ignored.

1

Breslau N, Peterson EL, Schultz LR, Chilcoar HD, Andreski E Major depression and stages ofsmoking:

a longitudinal investigation. Arch Gen Psychiatry 1998; 55:161-6.
2

Hawkins JD, Catalano RF, Miller JY. Risk and protective factors for alcohol and other drug problems

in adolescence and early adulthood: implications for substance abuse prevention. PsycholBull 1992-, 112:64-105.
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Self-management education for adults with

asthma improves health outcomes
Gibson PG, Coughlan J, Abramson M, et al. The effects of self-management education and regular practitioner review in adults with asthma.

Cochrane Collaboration, latest version 26 Feb 1998. In: Cochrane Library. Oxford: Update Software, 1998.

QUESTION: Is education in self-management plus regular review by clinicians effective in

improving health outcomes for adults with asthma?

Correspondence to:

Dr Gibson

Respiratory Medicine,

John Hunter Hospital,

Locked Bag 1 , Hunter

Mail Centre,

New South Wales

2310, Australia

Data sources

Studies were identified on Medline, EMBASE/Excerpta

Medica, and CINAHL using the terms “asthma” or

“wheeze” with “education” or “self-management." Bibli-

ographies of studies were scanned, and 16 respiratory

journals and meeting abstracts from three specialty soci-

eties were hand searched.

Study selection

Controlled trials were selected if most of the patients

studied were adults with confirmed asthma; the inter-

vention included education related to asthma and its

management; and the outcomes included hospitaliza-

tion for asthma, visits to emergency departments,

unscheduled visits to physicians, days lost from work or

school, lung function, use of rescue (3 agonists or oral

corticosteroids, symptom scores, quality-of-life scores,

and economic outcomes.

Data extraction

Data were extracted on study quality, patient and disease

characteristics, educational interventions, health outcomes,

intermediate outcomes (knowledge and skills), type of

control, and duration of intervention. Interventions were

divided into categories of optimal self-management (a

written action plan for self-management of medications

for exacerbations, self-monitoring, and regular review);

self-monitoring and regular review without a written

action plan; self-monitoring only; and regular review only.

Main results

A total of 22 randomized controlled trials met the inclu-

sion criteria (25 studies with 27 interventions). Eight

studies provided length of follow-up (range 1 month to

1 year). Self-management led to reductions in the pro-

portion of patients who were hospitalized, had unsched-

uled physician visits, had days off work or school, and

had nocturnal asthma (Table 1).

Table l Self-management education compared with usual carefor adults with asthma

Outcomes Weighted event rates

Self-management Usual care

RRR (95% Cl) NNT(CI)

Hospitalization 6.9% 9.7% 38% (6 to 59) 38 (20 to 382)

Unscheduled physician visits 28.9% 37.4% 26% (10 to 39) 12 (8 to 36)

Days off work 36.6% 51.8% 25% (10 to 37) 7 (5 to 13)

Nocturnal asthma 28.8% 37-7% 30% (17 to 41) 12 (8 to 23)

RRR=relative risk reduction; NNT=number needed to treat.

Optimal self-management generally resulted in

greater reductions and was associated with improved

lung function. A written action plan was associated with

fewer hospital admissions. Five studies compared opti-

mal self-management with physician-managed care, and

outcomes did not differ.

Conclusions

Patients with asthma who are given self-care manage-

ment education have a lower incidence of hospitaliza-

tion, unscheduled physician visits, days off work, and

nocturnal asthma. Reductions are greater when the self-

management education includes a written care plan.

Funding: NSW Health Australia and National Asthma Campaign

Australia.

COMMENTARY
Peter K Honig, Office of Drug Evaluation, Food and Drug

Administration, CDER Pulmonary Group, 5600 Fishers Lane,

Rockville, MD 20857

Until recently, the randomized controlled trial was the gold stan-

dard for evaluating therapeutic interventions. Now meta-analyses

have gained acceptance among practicing healthcare providers as a

method for quantitatively summarizing evidence to assist in med-

ical decision-making. This meta-analysis by Gibson and colleagues

shows that optimal asthma self-management consisting of a written

action plan for the use and adjustment of medication, self-moni-

toring ofasthma symptoms and airflow, and regular review of these

activities by the managing caregiver results in greater clinically sig-

nificant improvements in several outcomes.

What message should practitioners who manage patents with

asthma take from these findings? Most guidelines acknowledge and

emphasize the importance of the strategies reviewed by Gibson and

colleagues.
1

This systematic review helps to quantify the relative

benefits of patient educadon and directed self-management tech-

niques in the treatment of patients with asthma. It provides persua-

sive evidence of the value added by various interventions, including

written action plans, for the provider of asthma care to consider

when allocating limited time and resources.

Asthma prevalence and mortality are continuing to increase.

Reducing hospital admissions, office visits, and other indices of

asthma control are important both to patients and to caregivers.

This well done meta-analysis confirms the value of optimal asthma

self-management and validates the published guideline recom-

mendations for such interventions.

1

National Heart, Lung, and Blood Institute. Guidelinesfor the Diag-

nosis andManagement ofAsthma. Bethesda: National Institutes of

Health, 1997. US Department of Health and Human Services,

publication number 97-4051.
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Older adolescents discuss sexual behavior

with partners after trust has been built
Lock SE, Ferguson SL, Wise C. Communication of sexual risk behavior among late adolescents. WestJ Nurs Res 1998; 20:273-294.

QUESTION: How do older adolescents perceive communication with their partners

about sexual risk behavior (multiple partners; sexual intercourse without condoms; or

sexual intercourse with partners who are infected with HIV, have a sexually transmitted

disease (STD), or who use or have used intravenous drugs)?

Design

Grounded theory.

Setting

A public university in the southeast United States.

Participants

32 single adolescents (mean age 19 years, 56% women,

72% white, and mean age at first intercourse 17 years)

who had never been pregnant or fathered a child and

who had had sexual intercourse.

Methods

A semistructured interview was conducted by a researcher

of the same sex. The interview dealt with perceptions of

decisions to have sexual intercourse and discussions with

partners about birth control, previous sexual partners,

STDs, and intravenous drug use. Interviews were ana-

lyzed separately for men and women using constant com-

parative analysis.

Main findings

Building trust was the core variable. Both men and women
were more comfortable talking about sexual risk behavior

when they trusted their partners. Women built trust by

gathering information indirecdy about potential sexual

partners, and men used their instincts and assessed external

factors. After trust was established, women felt that they

could initiate discussions on sexual risk behavior, and men

felt that they were willing to take part in discussions.

Women felt that open discussions were easier ifalcohol was

not used; if they had had previous sexual experience and

had a good knowledge base about reproduction, contracep-

tion, and sexual risk behavior; if they had discussed similar

topics with their friends; or if the media had provided the

motivation to discuss sexual risk-related topics. Men and

women felt trust had to be shown repeatedly. Despite talk-

ing about safe sex, many participants showed trust in their

partners by engaging in unsafe sexual practices.

Conclusions

Older adolescents felt willing and able to discuss sexual

risk behavior when they were in a stable relationship

after trust had been established. Discussion did not guar-

antee safe sexual behavior.

Funding: American Nurses Foundation.

This article was originally published in Evidence-Based Nursing 1999; 2:27.

COMMENTARY
Lynn Rew, Associate professor and graduate adviser, School of

Nursing, University ofTexas at Austin, 1700 Red River, Austin,

TX 78701

Lock et al provide an interesting new model of the communication of

sexual risk behavior among adolescent partners. Most participants had

used condoms during the last time they had intercourse and seemed to

be knowledgeable and generally conscientious about safe sex practices.

What is particularly useful about this model is that it shows the

differences in the way that young men and women approach com-

munication with potential sexual partners about safe sex practices.

Although both agreed that a caring relationship was needed to gain

confidence that a potential sexual partner was being truthful about

sexual history, women were more likely to initiate a conversation

about safe sex and to identify circumstances that influenced such

talks. Women were frustrated with having to initiate discussions and

were discouraged when partners either did not continue the discus-

sion or became angry. This suggests that young women carry a

heavy burden for protecting themselves and could benefit from

learning assertiveness strategies.

Among women, the findings that alcohol clouds judgment, and

that previous sexual experience, knowledge about sexual issues,

social support, and messages from the media increased their likeli-

hood of engaging in discussions of safe sex should form the basis for

safe sex interventions. We do not know how such interventions

might influence the communication behaviors of men.

A recent publication in the United States focuses on topics in

sexuality education that are difficult to teach, such as negotiating

safer sex. Most teachers admit that they do not know how to

encourage young adolescents to assess their sexual risk, to set limits,

or to avoid mixing alcohol and drugs with sexual activity. If further

research shows that this model is also applicable to younger

teenagers, it may provide direction for nurses, other professionals, or

parents to develop and test more effective strategies to help

teenagers negotiate safe sex.

* Sexuality Information and Education Council of the United States.

Filling the gaps: hard to teach topics in sexuality education. New
York: SIECUS; 1998.
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Objectives of this Evidence-based Case Review

• Understand the importance of a focused diagnostic

work-up of heart failure

• Understand the etiologies of heart failure

• Recognize the treatments available and understand

which have been shown to improve quality or quantity

of life

• Understand the impact of heart failure on society

• Understand the criteria for hospitalization and reasons

for readmission

Introduction

American medicine has made great strides in the

reduction of death from acute myocardial infarction

(MI). This success in primary prevention (preventing

the disease from occurring) has been matched with

successes in secondary prevention (preventing more

serious complications once the disease occurs). As we

move into the next century, more people are living to

older ages and more people survive myocardial infarc-

tions, so the burden has now shifted to the manage-

ment of a chronic disease—namely heart failure.

Heart failure accounts for more hospitalizations in the

elderly than any other cause, and is the only major car-

diovascular disorder whose incidence and prevalence

are increasing. An estimated 400,000 new cases of

heart failure occur each year, adding to the 5 million

Americans who have already been diagnosed with a

failing heart.
1

Approximately 250,000 people die each

year from heart failure, and experts feel that death cer-

tificates and other vital statistics underestimate the

incidence. The average mortality rate is 10% at 1 year

and 50% after 5 years.
1

In addition, many heart failure

patients experience a poor quality of life due to

uncomfortable physical symptoms, depression, and

reduced functional status. Because the incidence of

heart failure rises substantially beyond age 65, the

prevalence of this condition will rise as the popula-

tion ages.

Society' also suffers under the burden of the ailing

heart. The treatment of heart failure consumes more

than $10 billion in health care expenditures each year.

This figure could be decreased, and the rate of hospi-

talizations decreased, by improved outpatient care,

focusing on appropriate interventions that have been

shown to improve either the quality or quantity oflife,

and eliminating those tests and treatments that are of

dubious value. In this evidence-based case review, we

present the case of Mr. G., a man with a typical pre-

sentation of chronic congestive heart failure.

Mr G. is a 6o-year-old recently retired security

guard. Besides mild (160-170) systolic hyperten-

sion, being 15% overweight, and getting relatively

little exercise, Mr. G. had been in good health until

one month ago when he suffered an uncomplicat-

ed anterior wall myocardial infarction. He is now
being discharged after a 5-day hospitalization.

What post-hospital care and follow-up

does Mr. G. need?

Initially our treatment goals include maximizing cardiac

function, improving quality oflife, and decreasing mor-

tality. According to the evidenced-based AHCPR guide-

lines, most patients who have recently had an MI can

benefit from an echocardiogram, unless they are at low

risk for systolic dysfunction. Low risk patients include

those with no previous MI, or with a small uncompli-

cated MI (involving the inferior wall, with relatively small

rise in enzymes, without Q waves on ECG, and with an

uncomplicated clinical course [i.e. without arrhythmias

or hypotension]). Most other patients should obtain M-
mode, two-dimensional, and Doppler echocardiograms,

and an imaging study to assess for undetected ischemia.

Doppler is useful for diagnosing left ventricular dias-

tolic dysfunction and valvular disease. The two-dimen-

sional echocardiogram measures LV ejection fraction

and other cardiac function parameters along with cham-

ber size, wall thickness, and functional changes due to

ischemia or infarction. The cost of the two tests varies,

but averages around $600. Patients in whom one can

identify valvular disease may benefit from early surgical

intervention, and those with a normal LVEF should be

monitored closely when taking diuretics, so as to main-

tain proper LV filling pressures.
2

Mr. G.’s echo shows a moderately reduced left-

ventricular systolic function (ejection fraction=

40%). His valvular function is normal.

What interventions are necessary at this point?

Mr. G. and his family need counseling about the mean-

ing of heart failure, drug regimens, dietary restrictions,

symptoms of worsening heart failure, what to do if

these symptoms occur, and prognosis. Quality oflife in

patients with heart failure may be related as much to

the psychological state as to the disease and its resultant

limitations. Allied health interventions, family under-

standing and involvement, and support groups may

help patients cope with heart failure. Because of the

large number of issues that need to be addressed, it may

be useful to seek the assistance of other experts including
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dietitians, nurse educators, clinical nurse specialists,

and pharmacists.

Mr. G. should be told to obtain a bathroom scale and to

weigh himself each morning (after urinating and before

eating). He will need to contact us if his weight has

changed by more than 4 pounds since the last clinical

evaluation. One common approach is to educate patients

that if they gain more than 3-4 pounds over a couple of

days they should increase their diuretic dose prior to

contacting their doctor. Mr. G. should understand that

he may feel tired and that sexual difficulties are common

in persons with heart failure. Sexual behaviors may need

to be altered due to limited exercise tolerance. We should

not expect Mr. G. to bring up these issues but rather we

should bring up these topics and discuss them openly.

Further, Mr. G. should be up-to-date on his immuniza-

tions (influenza and pneumococcus) and be told about

the importance of not smoking or chewing tobacco, and

about the importance of regular limited exercise.

Can patients with heart failure be classified in

terms of their disease and prognosis?

In order to classify the severity of symptoms in patients

with heart failure, the New York Heart Association

developed a four-level scheme that is often criticized as

unreliable, yet is still used in many of the studies that are

discussed below. Therefore it is prudent to review these

four levels:

I Cardiac disease without resulting limitations of

physical activity;

II Slight limitation of physical activity—comfort-

able at rest, but ordinary physical activity results

in fatigue, palpitation, dyspnea, or anginal pain;

III Marked limitation in physical activity—comfort-

able at rest, but less than ordinary physical activity

causes fatigue, palpitation, dyspnea, or anginal pain;

IV Inability to carry on any physical activity without

discomfort, or symptoms occur at rest.

Clinical features that are associated with more favor-

able prognosis include New York Heart Association class

I to class II symptoms, younger age, and female gender.

Syncope, a persistent third heart sound, signs of chron-

ic right-sided heart failure, extensive conduction system

disease, and ventricular tachyarrhythmias portend a

poor prognosis. Progressive heart failure accounts for the

majority of deaths.

Researchers have also tried to correlate physiologic

variables (e.g., peak oxygen uptake, peak V0
2
and exer-

cise-induced age-adjusted peak oxygen uptake), with

patient outcomes. Unfortunately, obtaining these mea-

surements in heart failure patients is expensive and time

consuming. A simple means of assessing severity of dis-

ease and left ventricular dysfunction in patients with

heart failure is the 6-minute walk.
3,4

Patients are asked

to walk a 30-meter path for a total of6 minutes. Patients

walk at their own pace and received oral encouragement

from a nurse every 30 seconds. The longer the distance

walked, the better the 4-month prognosis. In the previ-

ous studies, those walking less than 300 meters had a

mortality of 10% compared with 3% for those walking

more than 430 meters.

In the absence of any symptoms, what

medications, if any, should Mr. G. take?

Aggressive control of blood pressure, ACE inhibitors,

reduction of LDL to below 100, aspirin, beta blockers,

and the avoidance of antiarrythmics, other than possibly

amiodarone, can significantly reduce stroke, myocardial

infarction, and the incidence of heart failure. Researchers

reviewed studies of more than 26,000 patients with

hypertension. Those who were treated actively with anti-

hypertensives had a 1.6% chance of progressing to heart

failure compared to 3.4% for the untreated group.
5 7 At

least one study (pharmaceutical manufacturer spon-

sored) makes a compelling case that there is added value

from using an ACE inhibitor as the first-line antihyper-

tensive therapy for patients with systolic hypertension

and left ventricular dysfunction.
8

As a result of a decreased cardiac output in heart fail-

ure, there is increased sympathetic tone that triggers the

renin-angiotensin system. The activation of this system

leads to a further increase in sympathetic tone an in-

crease in aldosterone, and retention of water and sodi-

um. The net result is an increase in afterload. The goal

of ACE inhibitor therapy is to break this cycle. ACE
inhibitors (enalapril or captopril and possibly others)

block angiotensin II production.
9 15

Currently, experts

recommend starting ACE inhibitors on all patients with

left-ventricular dysfunction, regardless of symptoms.

While most of the research on ACE inhibitors in heart

failure patients has investigated captopril and enalapril

(the only two approved by the FDA for this indication),

other ACE inhibitors, e.g., lisinopril, appear to be equally

effective and associated with no additional side effects.
16

A series of high-quality randomized clinical trials

have shown that the ACE inhibitors are the first group

of drugs to decrease mortality. Enalapril reduces mortality

more than the combination of isosorbide dinitrate and

hydralazine.
10

In the CONSENSUS trial, which studied

only patients with NYHA Class IV heart failure, 1 -year

mortality was reduced from 52% with placebo to 36%
with enalapril. The degree of benefit is more modest in

the general heart failure population. SOLVD suggests

that median survival for patients with ACE inhibitors

actually increased by approximately 6 months.

Contraindications to the use of ACE inhibitors

include elevated serum potassium (>5.5 mEq/L) or

symptomatic hypotension. Those with elevated creatinine
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(greater than 3.0 mg/dL) should be given a reduced dose

ofACE inhibitor and be closely monitored.

A recent manufacturer-supported study suggests that

losartan (a specific angiotensin II antagonist that does

not increase bradykinin levels) is as effective as the other

ACE inhibitors and maybe associated with fewer side

effects, although ACE inhibitors as a class are well toler-

ated.
17 More research is needed to see whether these

newer agents offer significant clinical advantages.

Several double-blind, controlled studies compared

the effects of an ACE inhibitor (enalapril 10 mg bid—if

tolerated) on patients with heart failure and ejection

fractions less than 35%. There was a significant slowing

of disease progression and a reduction in hospitaliza-

tions. Subgroup analysis suggests that those who would

benefit most from ACE inhibitors are those with lower

initial ejection fractions. This study and others have

established that patients with heart failure should be

placed on ACE inhibitors as early as possible after the

diagnosis is made.
1 21

Therefore, Mr. G. should start an

ACE inhibitor despite his mild symptoms.

Despite the consistent research evidence of the bene-

fits of ACE inhibitors in treating heart failure, up to

60% of patients are not provided with these drugs. Fur-

thermore, many patients for whom ACE inhibitors are

prescribed are given far smaller doses than recommended

(recommended dose: 10 mg BID of enalapril, 10 mg per

day of lisinopril, 50-100 mg BID for captopril).
22 28

If we start Mr. G. on an ACE inhibitor, what should

we monitor?

Monitor blood pressure, renal function, and potassium

levels. Side effects include cough, renal dysfunction,

hypotension, and angioedema. Cough affects 5-10% of

people (more often women), and is unrelated to the type

ofACE inhibitor used. It is self-limiting, and usually stops

within a few days of stopping the drug. The proposed

mechanism of action is a potentiation of bradykinin and

prostaglandin levels, which cause bronchial reactivity.
29

Angioedema is a potentially life-threatening compli-

cation that requires prompt recognition and withdrawal

of the agent. The incidence of this side effect is 0. 1 to

0.2%. Although most cases are mild, deaths have

occurred. Angioedema, which may not have an allergic

etiology (since it is not associated with pruritis and

urticaria), most commonly occurs during the first week

of treatment, but it can occur within hours of, or as late

as years after, institution of therapy. Angioedema can

occur in association with any of the agents, despite the

differences in their chemical structure.
30, 31

In terms of potassium, one large retrospective study

looked at 194 patients, half of whom had developed

hyperkalemia. Risk factors for hyperkalemia included an

increase in BUN, creatinine (higher than 1.6 mg/dL),

and the use of a long-acting ACE inhibitor (such as

lisinopril or enalapril), while concomitant use of a loop

or thiazide diuretic was associated with a reduced risk of

hyperkalemia.
2

Mr. G. did well for 6 weeks, then he noticed

some swelling around his ankles, mild shortness

of breath when he walked from his home to the

mailbox, and near constant fatigue. Since the

time of his discharge he has not experienced any

chest pain. He reports that he takes his medicines

regularly.

How would you proceed with Mr. G.’s workup?

Are there other items from the history that you

would like to know?

At this point one needs to consider reversible causes of

heart failure, including anemia, another MI, pulmonary

disease, arrhythmias, renal failure, and thyroid disease.

Many of these are correctable. One should carefully

review his medications to make sure he is not taking any

cardiac depressants.

What parts of the history and physical examination

would prove useful in either ruling in or excluding

disease?

In addition to organ system—related questions (orthopnea,

paroxysmal nocturnal dyspnea, dyspnea on exertion,

syncope or near syncope, and new onset palpitations) a

complete history should include questions regarding

physical functioning, mental health, sleep disturbance,

sexual function, cognitive function, ability to perform

usual work, and social activities. You should determine

and chart the most strenuous activity that Mr. G. can

perform. Activities should be defined in terms of usual

activities, e.g., walking (with attention to distance, pace,

and grade), stair climbing, or activities of daily living

(e.g., bathing, dressing). Once these are determined,

they are useful indicators to monitor progress from visit

to visit. Family members often provide additional infor-

mation about patients status and compliance.

A careful physical examination with particular atten-

tion to the cardiac, vascular, and pulmonary system is

needed. An effort should be made to assess signs of vol-

ume overload including jugular venous distension

(JVD), third heart sound, rales, dyspnea on exertion

(objective assessment), hepatic engorgement, hepato-

jugular reflux, ascites, and peripheral edema. Ffowever,

the physical examination is not sensitive for diagnosing

heart failure and thus is poor at ruling out heart failure.

Similarly, most physical findings are not specific for

heart failure and thus are poor at ruling in disease. Of

the physical findings listed, elevated JVP and a third

heart sound are the most specific and, in the presence of

a compatible history, can be considered diagnostic.
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Table l Recommended Testsfor Patients With Signs or Symptoms ofHeart Failure

I Test Recommendation Finding Suspected Diagnosis

Electrocardiogram Acute ST-T wave changes, atrial

fibrillation, other tachyarrhythmia

Myocardial ischemia, thyroid disease or

heart failure due to rapid ventricular rate

Bradyarrhythmias Heart failure due to reduced

left-ventricular performance

Previous Ml (e.g., Q waves) Heart failure due to reduced

left-ventricular performance

Low voltage Pericardial effusion

Left-ventricular hypertrophy Diastolic dysfunction

Complete blood count Anemia Heart failure due to or aggravated by

decreased oxygen-carrying capacity

Lipids Increased LDLand decreased HDL Hypercholesterolemia

Red blood cells or cellular casts Glomerulonephritis

Serum albumin Decreased Increased extravascular volume due

to hypoalbuminemia

T4 and TSH

(obtain only if atrial

fibrillation, evidence of thyroid

disease, or patient age>65)

AbnormalT4 or TSH Heart failure due to or aggravated by

hypo/hyperthyroidism

Modified from AHCPR

A well-proven relationship exists between physical signs

and hemodynamic functions for acute congestive heart

failure; in chronic congestive heart failure, however,

compensatory mechanisms make the physical examina-

tion unreliable.
33 Pulmonary rales, hepatic engorge-

ment, ascites, and peripheral edema are nonspecific

physical findings. If there are other explanations for

these findings a work-up of heart failure is not indicat-

ed. The low inter-rater reliability of physical findings

such as rales and a third heart sound 29, 34 emphasizes the

need for careful examination. However, the poor pre-

dictive value of physical findings reported in the litera-

ture should be interpreted cautiously, because these

studies evaluated patients at a single point in time. Al-

though the presence or absence of a third heart sound

does not make or exclude the diagnosis of heart failure,

if a patient with heart failure develops a new third heart

sound or rales, it is likely that this patient’s heart failure

has worsened. Thus, physical examination may be more

helpful in following patients with heart failure than in

making a diagnosis.

Mr. G. has some paroxysmal nocturnal dyspnea

and he has been sleeping with three pillows—
two more than usual. He is also experiencing

some dyspnea on exertion. His blood pressure

is 150/88.

What tests would you perform at this point and

how will they alter your management of Mr. G.?

The above chart from the AHCPR (Table 1) is a useful

synopsis of tests indicated in the presence of various

signs and symptoms of CHF.

Given that Mr. G. has a history that is consistent with

heart failure, it would be wise to reassess left ventricular

performance. The combined use of history, physical

exam, CXR and EKG does a poor job at differentiating

between dilated cardiomyopathy, valvular disease, left:

ventricular diastolic dysfunction or non cardiac etiology.

Therefore, it would make sense to order a repeat ECHO
or radionuclide ventriculography, and possibly a tread-

mill exercise test or other study, to assess the possibility of

coronary ischemia. A chest x-ray is helpful in determin-

ing signs of cardiac failure, the presence of a pleural effu-

sion, or any indications of chronic pulmonary, infectious

or malignant processes. An ECG can provide informa-

tion regarding arrhythmias, ventricular hypertrophy, and

conduction abnormalities. In a study of patients who had

been referred for echocardiography, 19% had evidence of

LV systolic dysfunction, of whom the great majority

(90%) had major EKG abnormalities, and none had a

completely normal EKG. Conversely, 39% of patients

with a normal echo had an abnormal ECG. Thus the

sensitivity (the percentage of patients with the problem

[in this case systolic dysfunction] who had an abnormal

test [in this case the EKG]) and specificity (the percent-
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age of patients without the problem who had a normal

test) of a major ECG abnormality in predicting LV dys-

function were 94% and 61%, respectively.

The positive predictive value (the probability of

someone with an abnormal EKG having LV dysfunc-

tion) and negative predictive values (the probability of

someone with a normal EKG having no LV dysfunc-

tion) were 35% and 98%. Because valvular disease may

exist in the face of a normal EKG, an echocardiogram

should still be done, regardless of EKG findings, in

patients with a suspicious murmur. 7

In terms of laboratory tests, a CBC is useful to evaluate

for anemia and infection. Serum creatinine would help

determine if fluid overload is secondary to renal failure.

Thyroid stimulating hormone (TSEI) is more controver-

sial. In someone younger than 65 TSH is probably not

indicated in the absence of other physical findings sugges-

tive of thyroid disease (e.g., atrial fibrillation).

At what point would you consult a cardiologist?

The choice ofwhen to obtain a consultation is an indi-

vidual one, that should be based in part on the primary

care givers comfort level and in part on the condition ofthe

patient. There are no studies to guide this decision, al-

though many published reports have shown that cardiolo-

gists are more likely than generalists to apply recent findings,

and published guidelines, to individual patient care.

Is there a reason to assess Mr. G.’s serum

magnesium concentration?

It may be useful to measure serum Mg concentrations in

CHF; some case-control studies have shown that patients

with a low Mg level have a worse prognosis than those with

a normal level. Research suggests that inpatients with low

serum levels and chronic stable heart failure IV, magnesium

appears to decrease ventricular arrhythmias. It is important

to note, however, that while PVCs decrease, the number of

PVCs is not of clinical importance, and there was no

change in the incidence of ventricular tachycardia.
35

In the

only RCT to date, in fact, serum magnesium was not a pre-

dictor ofmortality in patients with moderate to severe heart

failure.
36

Checking electrolytes (including magnesium)

makes most sense in patients who are taking diuretics. In

the absence ofconclusive data, we feel that it is reasonable to

check magnesium concentration, and maintain normo-

magnesemia, in patients who are taking diuretics.

The radiographic findings are consistent with left

ventricular failure. Mr. G. had bilateral pulmonary

vascular congestion and pulmonary edema with

small bilateral effusions. CBC, creatinine, liver

function tests, serum albumin and electrolytes

are all normal. The ECG shows LVH with a normal

sinus rhythm. The echo shows an EF of 35%.

Would you hospitalize Mr. G.?

Our goal for Mr. G. is to maximize both his quality of life

and the length of his life. Some interventions can be con-

ducted at home including a trial of new medications, a

low salt diet, and physical therapy, but we would hospital-

ize our patient for a short period to adjust the diet, provide

patient education and close monitoring, and maximize

the chances that he will comply with the proposed life

style changes. The AHCPR guideline suggests that any of

the following are indications for hospitalizing our patient.

• ECG evidence of acute myocardial ischemia

• Unable to manage at home
• Failure of outpatient management

• Anasarca

• Complicating medical illness

(e.g., diabetes, pneumonia)

• Evidence of poor oxygenation (oxygen

saturations below 90%) that is not explained

by pulmonary disease

• Hypotension or syncope

In short, patients at high risk for poor outcomes

should also be hospitalized. Studies looking at predictors

of outcomes include one which followed 435 patients

admitted urgently with heart failure. Factors that turned

out to predict poor outcome included systolic BP less
;

than 90, a respiratory rate greater than 30, low serum

sodium level, and recent ST- or T-wave changes not

attributable to digitalis. Predictors ofpoor outcomes iden-

tified by other research include older age, intraventricular

conduction disturbances, elevated creatinine, and high

doses of diuretics.
37 Keeping these factors in mind may

further help decide who should be hospitalized because of

a high risk of complications.
38

Are there other criteria that you need to consider

when deciding to hospitalize Mr. G.?

You might want to talk with Mr. G. about his prefer-

ences, the risks and benefits of hospitalization, and his

finances. What will his insurance cover (he does not yet

have Medicare)? Mr. G. might be responsible for a large

deductible and co-payment, and he may have higher

costs if he goes directly to an emergency room than if

he presents to his primary care doctor. Managed

care patients are more likely to be admitted through an 1

emergency room than are patients with other types of

insurance, although length of hospital stay is equivalent

for all types of insurance.
39

Mr. G. is admitted to the hospital. He is educated

about his condition. His EF is now 35%, but there

is no evidence of an arrhythmia, ischemia or

valvular disease, and his laboratory tests are all

normal.
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CLINICAL EVIDENCE

Recurrent cystitis in nonpregnant women
This article comes from Clinical Evidence, a new resource for clinicians produced jointly by the BMJ Publishing

Group and the American College of Physicians-American Society of Internal Medicine. Clinical Evidences an exten-

sively peer-reviewed publication that summarizes the best available evidence on the effects ofcommon clinical inter-

ventions gleaned from thorough searches and appraisal ofthe world literature. The first issue will be available in book

form in the UK in June with a US version planned for publication in October. The second issue will be updated and

expanded to cover more topics and questions and will be published six months later. Please see the advertisement for

more information or alternatively visit our web site at www.evidence.org.

QUESTIONS: How can you prevent further

recurrence in women experiencing at least

two infections per year? When should you

investigate for urinary tract abnormalities?

INTERVENTIONS

Beneficial

Continuous antibiotic prophylaxis

Postcoital antibiotic prophylaxis

Self-treatment with antibiotics

Likely to be beneficial

Long-term antibiotic prophylaxis

Unlikely to be beneficial

Routine investigation of the urinary tract

Definition

Cystitis is an infection of the lower urinary tract causing

dysuria, frequency, urgency, hematuria, or suprapubic

pain. Pyuria and bacteriuria are almost always present.

The presence of fever, flank pain, nausea, or vomiting

suggests pyelonephritis.

Recurrent cystitis may be either a reinfection (after

successful eradication of infection) or a relapse after

inadequate treatment.

Incidence/prevalence

The incidence of cystitis among premenopausal

sexually active women is 0. 5-0.7 infections/person

year.
1

Between one- and two-fifths of women will

experience cystitis during their lifetime. Of these

women, 20% will have a recurrence, almost all of

which (90%) will be caused by reinfection rather than

relapse. Rates of infection fall during the winter

months.
2

Etiology

Cystitis is caused by uropathogenic bacteria in the fecal

flora that colonize the vaginal and periurethral introitus

and ascend the urethra into the bladder. Prior infection,

sexual intercourse, and exposure to vaginal spermicide

are risk factors for developing cystitis.
3,4

Prognosis

There is little evidence on the long-term effects of

untreated cystitis. One study found that progression to

upper urinary tract infection was infrequent and that

most cases of cystitis regressed spontaneously, although

symptoms sometimes persisted for several months. 5

Women with a baseline rate of more than two infections

per year, over many years, are likely to continue to have

recurrent infections.
6

Aims

To prevent recurrent infection in women predisposed to

frequent infections, with minimal adverse effects.

Outcomes

Rate of infection based on urine culture and symptoms.

Methods

We searched Medline for articles published from 1970

to 1998. We reviewed all systematic reviews and RCTs

that compared different forms of prophylaxis or pro-

phylaxis versus placebo in nonpregnant women with a

history of recurrent cystitis. We excluded studies in pop-

ulations consisting mainly of men or pregnant women.

Summary Points

• Consistent evidence from RCTs shows that antibiotic pro-

phylaxis (either continuous or postcoital), using trimetho-

prim TMP-SMZ, nitrofurantoin, or a quinolone, reduces

infection rates in women with high rates of recurrent cysti-

tis (at least two per year).

• Limited evidence suggests that intermittent patient-

administered treatment (taken at the onset of symptoms)

is an effective alternative management strategy to contin-

uous antibiotic prophylaxis in women with high rates of

infection (at least two per year).

• Limited evidence suggests that long-term prophylaxis is

likely to benefit women with a baseline rate of more than

two infections per year over many years. However, long-

term treatment has not yet been evaluated in RCTs.

• In women who experience recurrent, uncomplicated cysti-

tis, there is no evidence to support routine investigation

of the urinary tract with excretory urography, ultrasonog-

raphy, cystoscopy, or voiding cystourethrography. No spe-

cific subgroups of women who would clearly benefit from

investigation have yet been adequately defined.
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Table 1 Continuous antimicrobialprophylactic regimensfor recurrent urinary tract infections: results ofRCTs

Number of Duration of Infections/

Study participants Regimen prophylaxis patient year P value

Placebo 2.80

TMP-SMZ 40 mg/200 mg 0.15

Stamm et al
7

at bedtime <0.001

(randomized (placebo

placebo 60 Nitrofurantoin 6 months 0.14 t/drug

controlled

trial) 1980

100 mg at bedtime treatment)

Trimethoprim

100 mg at bedtime
0

Melekos et al
8

(randomized
135 Without prophylaxis 12 months 3.62-3.66 <0.0001

open trial) 1997 Ciprofloxacin 125 mg daily 0.031

Ciprofloxacin 125 mg 0.043
postcoitally

Nicolle et al
9

(randomized
30 Placebo 12 months 1.6 <0.001

placebo controlled Norfloxacin 200 mg
trial) 1989 at bedtime 0

Brumfitt et al
10

72 Trimethoprim 12 months 1.00 <0.05

(randomized

open trial) 1985

100 mg at bedtime

Nitrofurantoin

100 mg at bedtime
0.17

Raz et al
11

94 Norfloxacin 6 months 0.04 0.05

(randomized

open trial) 1991

200 mg at bedtime

Nitrofurantoin 50 mg 0.60

at bedtime

Brumfitt et al
12

88 Norfloxacin 12 months 0.002 not

(randomized

open trial) 1991

200 mg at bedtime reported

Nitrofurantoin

100 mg at bedtime
0.003

Brumfitt et al
13

97 Cefaclor 250 mg 12 months 0.006 not

(randomized

open trial) 1995

at bedtime reported

Nitrofurantoin

50 mg at bedtime
0.006—

TMP-SMZ=trimethoprim-sulfamethoxazole

PREVENTING RECURRENCE

QUESTION Which interventions prevent further

recurrence in women experiencing at least two

infections per year?

OPTION: CONTINUOUS ANTIBIOTIC

PROPHYLAXIS

Evidence from RCTs shows that continuous antibiotic

prophylaxis using trimethoprim TMP-SMZ, nitrofuran-

toin, cefaclor, or a quinolone reduces rates of cystitis in

nonpregnant women. There is no good evidence of any

difference between continuous regimens, nor between

continuous and postcoital regimens.

Benefits

No systematic review. We found seven RCTs comparing

different regimens for continuous antibiotic prophylaxis

lasting 6 to 12 months in women with high rates ofrecur-

rent cystitis (at least two episodes per year) (Table l).
7-13

Three of the RCTs included a placebo or no-treatment

arm. 7
'
9
All found significantly lower rates of infection with

active treatment (nitrofurantoin, trimethoprim, TMP-
SMZ, ciprofloxacin, or norfloxacin), but CIs were not

given. Versus each other: Five RCTs compared different reg-

imens.
7, 10 13 The comparative evidence for individual drugs

is too limited to draw conclusions. Versus postcoital prophy-

laxis: One RCT compared daily versus postcoital treatment

with ciprofloxacin in 1 35 women.
8
There was no significant

difference in rates of infection, but a Cl was not given.

Harms

Rates of side effects in these studies ranged from 7-40% for

trimethoprim; 0-40% for nitrofurantoin; 5% for cefaclor;

7-21% for norfloxacin; and 13% for ciprofloxacin.
7 9 ’

11-13

The most common adverse effects for all agents were gas-

trointestinal symptoms, rash, and yeast vaginitis.

Comment
Many of the studies were not placebo controlled or blinded

and had small study populations. Despite the small study
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Table 2 Postcoital regimens for recurrent urinary tract infections: results ofRCTs

Study
Number of

participants Regimen
Duration of

prophylaxis
Infections/

patient year P value

—
Stapleton et al

14
27 Placebo 6 months 3.6

(randomized placebo-controlled O.OOOl

trial) 1990 Postcoital TMP-SMZ 40 mg/20 mg 0.3

Pfau et al
15

33 Without prophylaxis 14 months 6.13

(randomized open trial) 1994
Postcoital prophylaxis with Ofloxacin 100 mg. 0.02 <0.00001
Norfloxacin 200 mg. Ciprofloxacin 125 mg

Melekos et al
8

135 Without prophylaxis 12 months 3.62-3.66
(randomized open trial) 1997

Ciprofloxacin 125 mg daily 0.031 <0.0001

Ciprofloxacin 123 mg postcoitally 0.043

Pfau et al
16

56 Without prophylaxis 12 months 4-6

(randomized open trial) 1983
Postcoital prophylaxis with either <0.001

TMP-SMZ 80 mg/400 mg 0
Nitrofurantoin 50-100 mg 0.1

TMP-SMZ=trimethoprim-sulfamethoxazole.

sizes, however, differences in infection rates

with and without prophylaxis were signifi-

cant. Adjustments were not made for con-

founding factors such as frequency of sexual

intercourse.

OPTION: POSTCOITAL PROPHYLAXIS

Evidence from RCTs shows that taking

nitrofurantoin or a quinolone within two

hours after sexual intercourse significantly

reduces the rates of infection in women with

recurrent cystitis. There is no evidence of

any difference between postcoital and con-

tinuous antibiotic regimens.

Benefits

No systematic review. We found four RCTs

of postcoital antibiotic regimens evaluated

over 6 to 14 months in women with high

rates of recurrent cystitis (at least two epi-

sodes per year) (Table 2).
8 ' 14 16

Treatment

was to be taken within two hours after sex-

ual intercourse. Versus placebo or no treat-

ment: All trials found a significant reduction

in rates of infection with active treatment

(trimethoprim-sulfamethoxazole, nitrofuran-

toin or a quinolone). Versus daily prophy-

laxis: One RCT compared daily versus

postcoital treatment with ciprofloxacin in

1 35 women. 8
There was no significant diff-

erence in rates of infection.

Harms

Rates of adverse effects were trimethoprim-

sulfamethoxazole 18%; ciprofloxacin 6%;

and nitrofurantoin 1%.
141 The most

common adverse effects for all agents were

gastrointestinal symptoms, rash, and yeast

vaginitis.

Comment
Only one of the studies was placebo con-

trolled and blinded.
14
Adjustments were not

made for confounding factors such as fre-

quency of sexual intercourse.

OPTION: PATIENT-ADMINISTERED

TREATMENT
Limited evidence suggests that intermittent

patient-administered treatment (taken at

the onset ofsymptoms) is an effective alter-

native management strategy to continuous

antibiotic prophylaxis in women with high

rates of infection (at least two per year).

Benefits

No systematic review. We found one RCT
using a crossover design in 38 nonpregnant

women with two or more culture-docu-

mented infections in the previous 12

months.
17
This compared continuous anti-

biotic prophylaxis with trimethoprim-sul-

famethoxazole (40 mg/200 mg) versus a

self-administered single dose of trimetho-

prim-sulfamethoxazole (40 mg/200 mg) to

be taken at the onset of symptoms of cysti-

tis. The self-treatment group was given

enough tablets for four single treatments.

Infection rates were 0.22/year with continu-

ous prophylaxis compared to 2.2/year with

self-administered treatment. In the self-treat-

ment group, 85% of infections responded

to a single dose.

Harms

There were no significant differences with

regard to adverse effects between continuous

antibiotic prophylaxis versus self-adminis-

tered treatment.

Comment
The trial showed that the women were able

to diagnose their own infections accurately

from symptoms (positive predictive value

92%).
17

OPTION: LONG-TERM ANTIBIOTIC

TREATMENT
Long-term antibiotic prophylaxis (that is,

longer than 12 months) has not yet been

adequately evaluated in RCTs.

Benefits

No systematic review. No RCTs.

Harms

A cohort study followed 51 nonpregnant

women receiving prophylaxis with trimetho-

prim, trimethoprim-sulfamethoxazole, or

nitrofurantoin over 112 patient years. Anti-

biotic prophylaxis was highly effective in

preventing cystitis and pyelonephritis with-

out significant adverse effects, even when

used for as long as five years. The develop-

ment of bacterial resistance from continu-

ous antibiotic prophylaxis was rare; however,

the number of trimethoprim-sulfamethoxa-

zole resistant organisms increased during

the latter part of the study.
2

Comment
The RCTs of prophylactic antibiotic regi-

mens, either continuous or postcoital, in-

cluded only women with a high baseline

rate of infection (at least two episodes per

year). Although there is some evidence that

antibiotic resistance is rare, the decision to

initiate long-term prophylaxis should rake

this possibility into account.
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INVESTIGATION OF THE URINARY TRACT

QUESTION: Which women with recur-

rent infections should undergo investi-

gation for urinary tract abnormalities?

OPTIONS: CYSTOSCOPY, UROGRAPHY,

CYSTOGRAPHY, ULTRASONOGRAPHY
Evidence is limited, and no specific subgroups

of women who would clearly benefit from

investigation have yet been adequately defined.

Benefits

No systematic review. We found no RCTs.

Two older, cross-sectional studies
18, 19

and

one prospective study
20

examined the yield

of routine excretory urography in women

with recurrent cystitis. Among the 421 women

studied, urography was normal in 88%,

showed anatomic variants in about 6%, and

was abnormal in about 5%.

None of the abnormalities detected were

correctable or thought to be causally related

to infection. In two of the studies, cys-

toscopy also detected no clinically important

abnormalities.
19 ’ 20

In a more recent cross-

sectional study, 186 women were nonran-

domly selected from a larger group of 475

women with recurrent infections because

the referring physician suspected an underly-

ing problem.
21 Of these, 21% had an abnor-

mality reported on cystoscopy, excretory

urography, ultrasonography, or voiding cys-

tourethrography. Results from this study are

difficult to interpret because there was no

standard protocol and results were collected

retrospectively.

Harms

None of the studies had a sample size large

enough to report accurately the incidence of

adverse effects in this age group. Excretory

urography with iodinated dye can cause ana-

phylactoid reactions and renal dysfunction.

Cystoscopy can cause bleeding and other

complications depending upon the type of

procedure and anesthesia used. Ultrasonog-

raphy has no known adverse effects.

Comments

The reported rates of detection of abnor-

malities are likely to be overestimates

because the studies took place in a specialist

urology unit.

This paper will be published in Clinical Evidence in June

1999. Information about the journal is available on

www.evidence.org.
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ANY QUESTIONS?

Do you have a clinical question you’d like to see answered? If so, here’s your chance to get a curbside consult from our expert team,

which includes many of the top clinicians in the West.

ANY ANSWERS?

Maybe you have strong views about something you read in this issue—something we got wrong perhaps? Or do you have further clinical

experience you’d like to share? Perhaps you have suggestions for new topics you’d like to see addressed from an evidence-based perspective.

Every clinical practice is different and we want to know what you’ve learned that might benefit others. Similarly, what can your colleague

provide that can improve your practice?

Whatever questions, comments or other contributions you have, we’d like to receive them. We realize that it’s experience like yours that

will make the journal come alive. Please send in your questions/ideas/comments by e-mail or fax to:

Catherine Nancarrow, Editorial Manager, WJM Western journal ofMedicine; wjmsf@pacbell.net; fax 415-882-3379.
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Treatment advances in rheumatoid arthritis

Rheumatoid arthritis (RA) is a chronic, often debilitat-

ing autoimmune disorder characterized by persistent

synovial inflammation that leads to cartilage and bone

destruction. RA afflicts over 2 million Americans and

contributes to substantial morbidity and increased mor-

tality. It is estimated that one third to one halfofpatients

suffering from RA may have moderate to severe disease.

Unfortunately, there is currently no cure for RA. Man-

agement strategies are primarily focused on reducing

pain and inflammation, preserving range ofmotion, and

slowing disease progression.

In the past, drugs often had serious side effects and

limited efficacy. Over the past year, several new options

have emerged for the management of RA. These prod-

ucts include new formulations/combinations of existing

products (e.g., diclofenac/misoprostol, Arthrotec*),

additional refinements to existing pharmacologic classes

of medications, and new approaches that target the

underlying processes that perpetuate RA. This article

will highlight some of these advancements.

CELECOXIB (CELEBREX ")

Celecoxib (Celebrex , G.D. Searle & Co, Pfizer, Inc.)

was approved by the FDA in December 1998 for the

reliefofsigns and symptoms ofosteoarthritis (OA) and RA.

It is the first of several non-steroidal anti-inflammatory

drugs (NSAIDs) referred to as “selective” COX-2 inhibitors.

According to adverse drug reaction reports obtained

under the Freedom of Information Act, celecoxib has

been associated with 1 0 deaths and 1 1 cases of gastroin-

testinal hemorrhages since its introduction in the United

States.
1

It is important, however, to emphasize that these

cases have not been fully analyzed and causality has not

been established.

As with many new drugs, the full safety profile of

celecoxib may not be realized until it has been exposed

to widespread use and additional trials are completed.

At this time, the FDA has not issued any additional

warnings.

Pharmacology

COX (cyclooxygenase) is the first enzyme in the prosta-

glandin synthesis pathway. It exists in two isoforms,

COX- 1 and COX-2, with COX- 1 being expressed consti-

tutively in most tissues. COX-2 exists in lower levels and

is inducible by various stimuli including cytokines, mito-

gens, and endotoxins.
2

It is found in the brain and kid-

neys. The current hypothesis is that COX-2 is primarily

responsible for prostaglandin synthesis in the inflamma-

tory process whereas COX-1 is involved in prostaglandin

synthesis for normal homeostasis.
3 Most NSAIDs cur-

rently available inhibit both COX-1 and COX-2. Cele-

coxib has a 375-fold greater affinity for COX-24.4

Clinical trials

Published clinical data are limited to short-term phase II

trials. The results of four phase II trials were recently

reported by Simon et al.
5
In a 2-week phase II OA trial

comparing 40 mg, 100 mg, or 200 mg celecoxib twice

daily versus placebo, celecoxib was statistically superior to

placebo as evaluated by both patients and physicians.

Similar results versus placebo were obtained in a 4-week

RA trial comparing 40 mg, 200 mg, or 400 mg celecoxib

twice daily; however, the 40 mg twice daily group failed to

reach statistical significance after the first week. The

remaining phase II trials consisted ofan endoscopic assess-

ment of gastrointestinal tolerance and an assessment of

platelet effects. In the endoscopy trial, celecoxib and

placebo produced no gastric ulcers (defined as any lesion

of any size with unequivocal depth) compared to 19% of

naproxen treated patients following 1 week of therapy. No
meaningful effects on platelet aggregation or thrombox-

ane B2 levels were observed following 5 days of therapy.

A summary of unpublished clinical trials is available

from the manufacturers product package insert. In RA
trials of up to 24 weeks duration, celecoxib 100 mg or

200 mg twice daily was superior to placebo and compa-

rable to naproxen 500 mg twice daily. In some patients,

the 200 mg twice daily dose provided additional bene-

fit; however, no additional benefit was gained with doses

of 400 mg twice daily.

Pharmacokinetics

Following oral administration, peak levels are achieved at

approximately 3 hours. Celecoxib may be administered

without regard to meals. Celecoxib has an effective half-

life of 1 1 hours and is eliminated by metabolism primar-

ily via cytochrome P450 2C9. Fluconazole and other

inhibitors of2C9 may increase celecoxib levels. Celecoxib

may increase lithium levels in patients on lithium therapy.

Preliminary studies in normal subjects receiving warfarin

did not reveal an alteration in anticoagulant effect.

Adverse events

Adverse events reported in these trials consisted of

headache, diarrhea, rhinitis, nausea, sinusitis, dyspepsia,

and abdominal pain. The incidence of these reactions was

similar to those observed in the placebo group. Laboratory

abnormalities observed in these short-term trials included

isolated elevations in biliary and liver function tests.

Administration

The recommended dose of celecoxib for OA is 200 mg
daily either as a single dose or in two divided doses. For

RA, the recommended dose is 100 mg to 200 mg twice

278 Wjm Volume 170 May 1999



Best Practice

daily. It is available in 100-mg and 200-mg capsules and

has been priced competitively with other proprietary

NSAIDs (see Table 1).

Celecoxib appears to be effective in treating OA and

RA. Whether COX-2 selective NSAIDs will produce fewer

episodes of serious gastrointestinal bleeding awaits Further

clinical trials. The FDA has taken a cautious approach.

Their approval letter states, “that any advertising and/or

promotional activity of this product will be considered false

and/or misleading. . . if it presents suggestions or representa-

tions that COX-2 selectivity confers on the product any

claims of safety beyond what has been demonstrated in

clinical studies and presented in the approved labeling."

LEFLUNOMIDE (ARAVA")

Leflunomide (Arava
1

', Hoechst Marion Roussel) is a

new immunomodulatory agent approved for the treat-

ment of active RA. It is the first oral agent to receive

labeling for use in reducing signs and symptoms of RA
and in retarding structural damage as evidenced by x-ray

erosion and joint space narrowing. Leflunomide is struc-

turally unrelated to other available disease-modifying

anti-rheumatic drugs (DMARDs).

Pharmacology

Although the etiology ofRA has not yet been fully eluci-

dated, the role ofT cells in the pathogenesis of RA has

been implicated.
7 Leflunomide is thought to disrupt T-

cell proliferation through the inhibition of dihydrooro-

tate dehydrogenase, an enzyme involved in the de novo

synthesis of pyridmidine.
8

Clinical Trials

In the US/Canadian trial (unpublished data), 482

patients with active RA were randomized to treatment

with leflunomide (20 mg/day), methotrexate (7.5 mg

titrating to 15 mg/week), or placebo for 52 weeks. 9

Leflunomide and methotrexate were both statistically

superior to placebo in reducing the signs and symptoms

of RA as assessed by the primary efficacy measure, the

American College of Rheumatology (ACR) 20 responder

rate at study endpoint. ACR20 responder rates at end-

point were 41% for leflunomide, 35% for methotrexate,

and 19% for placebo. No difference was detected

between the two active groups. Mean changes in X-ray

Sharp Score, a measure of structural damage resulting

from disease progression, were +0.5 for leflunomide, +0.9

for methotrexate, and +2.2 for placebo.

In a supportive, non-placebo-controlled European

trial (unpublished data), 999 patients with active RA were

randomized to treatment with leflunomide (20 mg/day)

and methotrexate (7.5 mg titrating to 15 mg/week).
9, 10

At 52 weeks, both treatments produced clinically signifi-

cant improvements over placebo. No difference in Sharp

Score was detected.

The only published phase III study to date is a short-

term placebo-controlled European trial comparing

leflunomide (20 mg qd) with sulfasalazine (2 g qd).
n

Both agents were equally efficacious in reducing joint

counts and improving global assessments. Radiographic

assessment of disease progression was similar between

the two active groups.

Overall, treatment effect of leflunomide was

observed by 1 month, stabilized by 3 to 6 months, and

maintained throughout course of treatment.

Pharmacokinetics

Leflunomide is a prodrug that is rapidly converted to its main

active metabolite, A77 1 726. This active metabolite is further

metabolized and undergoes both renal and biliary excre-

tion. The prolonged half-life ofleflunomide (approximately

Table l Relative cost comparison ofselected agents

Agent Usual Dose Estimated Cost / month
(based on AWP)

Celecoxib (Celebrex ") OA: 200 mg po qd

RA: 100-200 mg po bid

$72.60 to $145.20

Naproxen (Naprosyn®)

generics available 500 mg po bid $80.40

Ibuprofen (Motrin®, Advil®)

generics available

800 mg po tid $25.20

Diclofenac/misoprostol (Arthrotec®) OA: 50 mg/200 mg po tid $126.00 to $168.00

RA: 50/200 mg po tid-qid

Leflunomide (Arava ") 20 mg po qd $244.80

Methotrexate (Rheumatrex®)

generics available

7.5 to 15 mg po weekly $42.00 to $84.00

Etanercept (Enbrel") 25 mg sc twice weekly $1,100.00
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2 weeks) is attributed to its high protein binding and

enterohepadc recirculation.
12

Therefore, a loading dose is

necessary to rapidly attain therapeutic plasma levels.

Administration of cholestyramine and activated

charcoal results in rapid reduction in plasma concentra-

tion of the active metabolite (these agents may be used

therapeutically to accelerate drug removal). The active

metabolite of leflunomide is also noted to inhibit cyto-

chrome P450 2C9. Plasma levels of certain NSAIDs

and tolbutamide may be increased when given with

leflunomide. Concomitant administration with rifam-

pin has been shown to increase plasma levels of the

active metabolite by up to 40%.

Adverse reactions

Adverse reactions observed with leflunomide therapy

(from all RA trials) include diarrhea (17%), abnormal

liver enzymes (5%), alopecia (10%), and rash (10%).

In comparative trials, treatment-related adverse events

occurred in 74-75.8% of leflunomide-treated and in

63.2-72% of methotrexate-treated patients.

Elevations in liver enzymes occurred in a signifi-

cant number of patients during clinical trials

although most elevations were mild and transient.

Marked elevations (>3 X ULN) were rare and

resolved with dose reduction or treatment discontin-

uation. A baseline liver function test be performed

and followed monthly at the onset of therapy, then if

stable, at intervals determined by the individual clin-

ical situation. Preliminary results from a small study

found the risk of hepatotoxicity to be significantly

increased when dual therapy with methotrexate was

utilized.
13

Leflunomide is classified under Pregnancy Category

X. Women who are or may become pregnant should

avoid its use (the need for reliable contraception

should be enforced for patients of childbearing age).

An accelerated drug elimination procedure (cholesty-

ramine 8 g tid for 1 1 days) is recommended for

patients who want to become pregnant after discon-

tinuation of leflunomide to minimize exposure to the

fetus. Men wishing to father a child should also dis-

continue leflunomide therapy and undergo an accel-

erated drug elimination procedure.

Administration

Therapy should be initiated with a loading dose

of 100 mg daily for 3 days. The recommended main-

tenance dose is 20 mg daily. While treated with

leflunomide, patients may be maintained on aspirin,

NSAIDs, and/or low dose corticosteroids.

Leflunomide appears to be an effective agent

for the management of active of RA. Available data show

comparable efficacy with methotrexate and sul-

fasalazine; however, it remains to be seen whether or not

leflunomide demonstrates a clear clinical advantage over

methotrexate, the current first-line DMARD for active

RA. Additional studies are required to establish long-

term clinical efficacy and safety.

ETANERCEPT (ENBREL™)

The FDA also recently approved the first biotechnology

product, etanercept (Enbref Immunex Corp.), for

reduction in signs and symptoms of moderately to

severely active RA in patients who are refractory to treat-

ment with one or more DMARDs. It can also be used

with methotrexate in patients who do not respond ade-

quately to methotrexate alone.

Pharmacology

Etanercept is a dimeric soluble form of the TNF recep-

tor that can bind two TNF molecules. Etanercept

inhibits the binding of both TNF alpha and TNF beta

to the cell-surface TNF receptor, thus inhibiting activ-

ity.
14
While the causes of RA are not folly understood, it

is felt that proinflammatory cytokines such as TNF may

be significant factors in its pathogenesis.

Clinical trials

Moreland et al., conducted a multicenter, randomized,

double-blind trial of etanercept in 180 patients with

refractory RA who had not responded to one or more of

the following DMARDs: hydroxychloroquine, gold,

methotrexate, penicillamine, sulfasalazine, or azathio-

prine.
15 A significant improvement in all measures of

disease activity was achieved in patients randomized to

etanercept. A clear dose-response relation in swollen/

tender joint reduction at 3 months was observed, with

patients receiving the highest dose level of etanercept

(16 mg/m" ) having the greatest improvement (61% vs.

25%, etanercept vs. placebo, P>0.001). Seventy-five per-

cent of patients in the highest dose group had a > 20%
improvement in symptoms at 3 months compared to

14% of placebo patients (P<0.001). Etanercept was also

associated with reductions in pain and duration of

morning stiffness, physician’s and patient’s global assess-

ment, improved quality of life, and reduced ESR and C-

reactive protein.

Etanercept was also evaluated as an add-on treatment

in a short-term study.
1

Patients with persistent RA,

despite therapy with methotrexate for at least 6 months,

were randomized to treatment with etanercept-plus-

methotrexate or placebo-plus-methotrexate. At 24 weeks,

the combination regimen achieved significandy greater

efficacy for all endpoints according to ACR response

criteria. The ACR 20 responder rate was 71% for the

etanercept-plus-methotrexate group and 27% for

the placebo-plus-methotrexate group (P<0.001). The
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response seen with this combination regimen was rapid

and sustained. Injection site reactions were the only events

that occurred significantly more often in the combination

group; potentiation of toxicides was not observed.

Pharmacokinetics

With single subcutaneous injections, a median half-life

of 1 1 5 hours (range 98 to 300 hours) was observed.

Upon chronic administration, the median steady-state

serum concentration was 3.0 |dg/L (range 1.7 to 5.6

|Ig/L). These pharmacokinetic parameters did not vary

with age or gender.

Adverse events

Etanercept was generally well tolerated with no dose-

limiting toxicity observed. The most common adverse

effects associated with etanercept administration were

injection site reactions which generally did not require

discontinuation. Other adverse events reported in clini-

cal trials included mild upper respiratory tract symptoms

such as cough, rhinitis, sinusitis, UR1, and pharyngitis.

Non-neutralizing antibodies were detected in about

16% of patients but did not correlate with clinical out-

come nor adverse events. The long-term immunogenic-

ity of etanercept remains unknown.

Administration

Etanercept is available in cartons containing four-dose

trays consisting ofone 25-mg single-dose vial etanercept,

diluent, syringe, and alcohol wipes. The recommended

adult dose is 25 mg subcutaneously given twice weekly.

The cost per month of therapy is listed in Table 1.

A similar agent, infliximab (Remicade'
M
), is also

being studied in rheumatoid arthritis and may obtain

FDA approval for this indication.
17

It was recently FDA-
approved for the treatment of Crohn’s disease. Inflix-

imab differs from etanercept in that it is a monoclonal

antibody and is administered intravenously. A potential

advantage of infliximab may include less frequent intra-

venous administration (every 4-12 weeks), while a dis-

advantage may include the potential development of

antichimeric antibodies and decreased efficacy with

repeated doses. It is unknown what the approved dose or

final cost will be for this indication.

Etanercept is the first anti-TNF product approved

for the treatment of RA in patients with moderate to

severe disease who have failed to respond to one or

more DMARDs. It has demonstrated efficacy in

decreasing symptoms of RA; however, its effect on dis-

ease progression and potential long-term effects of

anti-TNF drugs has not been determined. Discontin-

uation of therapy results in reappearance of symptoms

within one month. Similar agents may gain FDA
approval in the near future. While the exact role of

etanercept or other TNF inhibitors remains to be

determined, they do offer a treatment alternative for

patients who have failed to respond to other treatment

modalities.
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Chest pain can be due to an over active esophagus The esophagus is often blamed for non cardiac chest pain and investi-

gators from Virginia report that abnormally long contractions of the wall could be the cause of it ( Gastroenterology 1999;

1 16;29-37). They used continuous endoluminal ultrasonography to record what happened before, during and after chest

pains in 20 volunteers. Contractions lasting over one minute usually preceded the pain.
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CURBSIDE CONSULT

Bungee jumping is safer than it looks. Courtesy ofJ. Shipley.

Is bungee jumping safe?

In bungee jumping, participants leap off a

raised launch site, most commonly a tower,

crane, or hot air balloon, and fall freely until

stopped by a bungee cord made up of mul-

tiple strands of tightly bound rubber. Over

the past decade this activity has become

increasingly popular. Several deaths and

serious injuries related to bungee jumping

have been reported by the press. In 1994 we

surveyed jumpers at a professionally run

bungee jumping site, where participants

jumped off a fixed 130 foot (39.4 meter)

structure.
1 We found that almost half of the

jumpers (42%) had a medical complaint

after jumping. These included six reports of

headaches, seven episodes of blurred vision,

21 episodes of dizziness, one episode of

transient numbness of the leg, and 21 com-

plaints of muscular pain (two in the neck,

three in the back, one in the chest, 12 in the

ankle, and three in the abdomen). However,

except for a person who changed his mind

midlaunch and suffered multiple lacerations

to his arms and legs as he tried to grab the

platform, these complaints were minor and

had resolved within one week of jumping.

Thus we conclude that a single bungee

jump under professional supervision is rela-

tively safe.
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What advice can I give my patients with lymphedema?

Lymphedema is a condition in which pro-

tein rich fluid accumulates in the extravas-

cular, interstitial spaces. In clinical practice,

most lymphedema is iatrogenic secondary

to the disruption of lymphatic channels

during the treatment of cancers using

surgery, radiation, or both.

Cancer patients find lymphedema

physical and psychologically debilitating.

Initially symptoms are mild consisting of

swelling which usually responds to limb ele-

vation. As time passes symptoms often

worsen with the development of pain,

recurrent cellulitis and loss of function. The

limb looks unsightly and is a constant

reminder of cancer.

My first step when a patient presents

with lymphedema is to make sure there are

no other causes such as venous thrombosis

or recurrent cancer. Once other diagnoses

are excluded I evaluate and quantify the

extent of edema in the tissues by observa-

tion, palpation and measurement of both

arms to compare them to each other. The

measurement is done at several points in the

arms including 10cm above and below the

olecranon and 5cm above the wrist. A diff-

erence of 1 cm between the dominant and

the non dominant arm is usually normal. I

consider a difference of 2cm or more de-

notes lymphedema.

Specially trained lymphedema therapists

can provide a more complete measurement of

the actual volume of fluid in the tissues. Thera-

pists are also trained to provide combined or

complex physical decongestive therapy which

consists of gentle massage to mobilize fluid

from the affected arm and to help open new

lymphatic channels that can carry the fluid

out of the affected limb. They also bandage

the affected limb with gradual compression

and when the edema has been sufficiently

reduced they will measure the patients for

special compression garments. The largest

reduction in lymphedema volume as well as

the best symptomatic relief is obtained for

those patients who do not have a large quan-

tity of fluid in the tissues. As the lymphede-

ma continues and the tissues fibrose, it

becomes more difficult to get good results,

although symptoms can be relieved even

with small changes in the volume of edema.

Lastly, lymphedema therapists can educate

patients about the condition and self man-

agement. Techniques I find most useful are:

• Daily self massaging of affected limb

• Daily bandaging of the limb and eventu-

ally daily use of compression garment

• Meticulous attention to hygiene of the arm

with daily inspection and use ofwater sol-

uble moisturizing creams

• Decompressive exercises if the patient is

not very active or in the normally active

patient, vigorous use of the affected arm

and elevation when at rest
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Lymphedema makes limbs more suscepti-

ble to infection which is often difficult to treat

and leads to further tissue damage and lymph

stasis. Patients should take great care to avoid

any trauma (e.g. shaving, venipuncture, or

acupuncture). I advise people with lymphede-

ma to use protective gloves when performing

housework and gardening. If wounds do

occur I encourage prompt cleansing and a call

Why do people yawn?

Remarkably little interest has been paid to

yawning in research, even though it is an

everyday phenomenon. Observation sug-

gests that yawning is a semivoluntary act

associated with boredom and fatigue, and it

seems to be contagious in a room of simi-

larly affected people. But why do fetuses

yawn, and what is the physiological purpose

ofyawning?

The yawning reflex can be triggered by

drugs or by psychological, hormonal, or

neurological stimuli. Yawning occurs at as

early as 15 weeks in an embryo, and new-

born babies usually yawn shortly after they

take their first breath. All vertebrates yawn,

and yawning persists in people who are in a

vegetative state. Such universality suggests

that yawning has a defensive or protective

function.

The reflex arc is thought to be in the

reticular system of the brain stem, and it

involves the respiratory neurons in the

medulla; the motor nuclei of the 5th, 7th,

10th, and 12th cranial nerves; the phrenic

nerves; and the motor supply to the inter-

costal muscles. Neurological lesions tell us

much about the functioning of the brain;

they confirm that the yawning center is part

of the reticular system because people with

pontine lesions who cannot open their

mouths at will are able to yawn in response

to appropriate stimuli. The reticular com-

plex is closely connected to cortical areas,

the subcortical limbic center, and the hypo-

thalamus, which explains why boredom,

fatigue, and the act of observing others

yawning can provoke the reflex through the

prefrontal associative area.

Endorphins play an important role in

yawning. Apomorphine, a dopaminergic

to the physician for possible early antibiotics.

Other advise I give is to avoid having blood

pressure measurements taken in the affected

arm, avoid wearing tight-fitting jewelry (rings,

bracelets etc.) and carrying heavy loads, and

keeping the extremity still and dependent for

prolonged periods. Elastic bandages or com-

pression garments are helpful when flying or

driving for prolonged periods.

receptor agonist, so reliably stimulates

yawning that apomorphine-induced yawn-

ing is used as a test of the integrity of

dopaminergic function in patients with

neurological disorders such as Parkinson's

disease. Increased serotoninergic activity

also induces yawning, acting in concert

with cholinergic influences. This increase in

cholinergic activity acts through negative

feedback to decrease serotonin and nora-

drenaline concentrations and thereby

reducing the tendency to sleep. Yawning,

therefore, has an alerting, antisleep effect,

which is probably enhanced by the general-

ized stretching movements that often

accompany a yawn.

Yawning can be induced in

those who are not bored just

by thinking about it.

Studies have shown that yawning pre-

dicts a subsequently increased level of activ-

ity. However, the rate of yawning is not

dependent on the amount of previous sleep

or the time of waking or retiring to bed.

More yawning occurs during the week than

at weekends.

Yawning is a feature of some pathologi-

cal states. The frequency of yawning is

reduced in Parkinson’s disease, and it may

occur more often in epilepsy and in states of

opiate withdrawal. In patients who have

had a stroke affecting the pyramidal tract in

the internal capsule region, stretching

movements of the hemiplegic arm may

occur during spontaneous or apomorphine

induced yawning. Yawning induced cere-

bral ischemia (in the form of a transient

ischemic attack) in a patient who had

Despite all these cautions I encourage

my patients to lead active lives which

remembering that they do have a chronic

condition and common sense can keep

them from developing further problems.

Sylvia M Ramos

717 Encino Place N.E.,

Suite# 14,

Albuquerque NM 87102

undergone bypass surgery when the accom-

panying vigorous movement of the jaw

muscle occluded the temporal and middle

cerebral arteries. In comatose patients the

onset of yawning predicts the imminent

return of wakefulness.

Yawning has been associated with a

minor degree of hypoxia in patients with

cerebrovascular disease. This has led to the

idea that the function of yawning is to gen-

erate a large inspiration to overcome bor-

derline hypoxia and hypercapnia. If this

were true, the incidence of yawning would

be reduced by breathing high concentra-

tions of oxygen and would be increased by

raising the partial pressure of carbon diox-

ide. Studies have shown that this does not

occur, and yawning is not a major clinical

feature in patients with acute or chronic

ventilatory failure.

From a behavioral point of view, when

yawning seems to be contagious, similar

external stimuli (or the lack of stimuli) are

likely to affect all of those present. Howev-

er, yawning can be induced in those who are

not bored just by thinking about it. These

socioenvironmental influences indicate a

communicative function, and the reflex

may act as a nonverbal cue in generating

social cohesion.

We can probably conclude that yawning

has an important role as an arousal mecha-

nism to maintain alertness and defend against

the onset of sleep. It can be affected by a range

of behavioral influences, but much still needs

to be learned about this everyday activity.

This article was originally published in Student BMJ
1998; 6:191.

Anita K Simonds

Department of Respiratory Medicine,
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London SW3 6NP
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Many doctors feel uncomfortable about

their ability to take an appropriate history

from a patient with a sexual problem. In part,

the discomfort lies in the doctor’s feelings of

embarrassment and the patients ambiva-

lence about bring up the topic. Patients may

feel ashamed or even humiliated at having

to ask for help with a sexual problem that

they consider private and that they should

be able to cope with themselves. This is par-

ticularly so with men, especially young men,

who have to admit to erectile dysfunction

and therefore, as they see it, the loss of their

masculinity. Some physicians have found

that they can avoid this initial difficulty by

giving patients a waiting room preconsulta-

tion written questionnaire. Many patients

like this but some dislike its anonymity and

apparent coldness.

As with other history taking, the doctor

must carefully choose words, avoid close-

ended questions, be nonjudgmental, avoid

labels with hidden meaning and carefully

observe body language.

Interview technique

Above all, there must be sufficient time

allowed, and 45-60 minutes is an ideal that

is unfortunately not often possible to

achieve, especially as managed care invades

our health care system. A patient's ability to

bring up a sexual problem may be tentative

and hidden by euphemisms, with state-

ments like “I think 1 need a check up” or

“by the way, I have a [discharge, itch, sore-

ness] down below.” These comments may

well be slipped into a visit about some other

medical. Various interview techniques can

be used to help patients feel more comfort-

able during the interview. These include the

manner of greeting a patient, seeing that the

patient is seated comfortably, and ensuring

privacy (especially in a clinic setting). Very

early in the discussion, the patient must be

assured of confidentiality, particularly with

regard to clinic and hospital staff. If the seat

is placed at the side of the desk, there is

more opportunity to observe the patient’s

body language, as well as this being a more

friendly arrangement.

Patients’ body language, such as defen-

sively crossing arms, can sometimes give

hints as to their state of mind.

We find that useful observations on

patients’ body language include:

• Their use of their hands and arms such as

uneasily fiddling with a ring, defensively

crossing arms, or protectively holding a

bag or briefcase on a lap.

• Pectoral flush, which creeps over the

upper chest and neck (in some younger

men as well as women) and suggests un-

ease despite an outward appearance of

calm.

• The body’s position in the chair is a de-

pressed slump, or tautly sitting upright,

or the relaxed sprawl.

• Postural echo, when doctor and patient

sit in mirror images ofeach other’s position

adopted when there is harmony and em-

pathy between the doctor and patient.

When people talk about embarrassing

subjects, they are often vague and in direct.

The clinician should try to clarify their mean-

ing. Words such as “impotence,” for exam-

ple, can mean different things to different

men (and their partners), including failure

to get an erection, failure to maintain an

erection, and premature ejaculation. Simi-

larly, a phrase such as “I’m sore down be-

low” can mean anything from pruritus ani

to some anatomical problem such as a pro-

lapse or genital warts. Careful and tactful

elucidation is needed, and vagueness must

be clarified. The questioner has to be particu-

larly sharp in picking up what the patient is

trying to say and be relaxed and unfazed by

the subject matter. Physicians need to be

careful not to overstate their concern.

Factors to be noted during the interview

include:

• The patient’s sexual preference for men,

women or both

• Cohabitational status (married, living

with partner, etc.)

• Approximation of previous life time sex-

ual partners; approximation of partners

in past six months

• How long has patient been with the cur-

rent partner?

• Does the patient have children? Who do

they live with?

• Is there stress between the patient and

their sexual partner or in the family?

• What types of sexual behaviors does the

patient engage in? How often? Are these

activities mutual enjoyable?

• If the patient is a female, it is important

to ask about menstrual history and regu-

larity of cycles

• Use of birth control

• History of sexually transmitted diseases

• For both men and women it is impor-

tant to ask about a history of being sexu-

ally abused (including rape, child abuse,

domestic violence)

• Use of prescribed medications or recre-

ational drugs

Choice of terminology

One difficulty that bothers many doctors is

whether to use vernacular terms in discus-

sions because of their emotional charge, or

whether to use only medical terms. We be-

lieve it best to avoid a hard and fast rule but

to tailor the terminology to the patient.

Patients too, because of embarrassment

about using colloquialisms and fear of caus-

ing offense, may try to express their problem
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with inaccurate medical terminology. Both

can cause problems in getting an accurate

history. Some younger patients, especially

women patients, may not know the meaning

of “orgasm” but will understand “come.”

While fellatio and cunnilingus are not words

in general use, the use of their street equiva-

lent would allow for a more relaxed and

empathic discussion. Certainly, “oral sex” is

more acceptable to men and women of all

ages. Usually, the line is very fine and is often

related to age and gender.

A 1 6-year-old was struggling to find

medical words to explain his anxieties

about masturbation and ejaculation.

When the doctor tried to help him out by

using colloquial terms the boy looked star-

tled and then grinned and said, “I didn’t

know doctors knew those words.” The rest

of the consultation was much more relaxed

and informative.

Communication

The way open and closed questions are used

in proper history taking are crucial, but take

on an even greater importance when taking

a sexual history. A closed question demands

a specific reply, such as “Yes” or “No”. Char-

acteristic closed ended questions include:

“Have you had this problem before? Does it

hurt when you pass water? Did you practice

safe sex?”

Starting with an open question “How
can I help you?” and continuing with open

ended questions such as “what do you think

caused the difficulty?” gives patients more

opportunity to expand on their concerns.

Many younger doctors are worried that a

garrulous person might get out of hand, but

remaining in control is a skill a good inter-

viewer learns quickly. Judgmental ques-

tions, “You didn’t have sex with a prostitute

did you?” “You don’t allow him to have anal

intercourse do you?” should be avoided like

a sexually transmitted disease.

Silence is a powerful tool in taking a

good history. Many doctors find it extreme-

ly difficult to endure a moment of silence.

In fact, most doctors can not endure more

than 5 seconds of not talking themselves.

Silence can be an extremely useful tool if

used properly. The patient often uses this

time to order his or her thoughts. Valuable

details may be lost if those thoughts are cut

interrupted by an inappropriate statement

from the doctor. A rule of thumb is to wait

for an answer; it will come.

Another useful tool is to use the “echo”

or verbal repetition to elicit information.

Repetition of the last word or phrase, espe-

cially if it is one which is full of emotional-

ly loaded, is a powerful technique and can

elicit much information, although it may

seem artificial at first.

As an example:

“
Doctor

;
I think I need a check up"

“Yes, ofcourse. It’s been a while since the

last one. Let me start with your blood

pressure ”

Compare this with

“Doctor, I think I need a check up"

“Check up?"

“Yes, I’m not performing as well as I

used to
”

Performing:
?”

“Yes, well, you know, I think I’m impo-

tent. My wife is very good about it and

doesn’t complain, but Ifeel so guilty and

ashamed"

“Ashamed?"

“I feel terrible. I don’t feel a man any

more, especially as we used to have such a

good sex life
”

Although a joint interview is always

much more valuable, patients often prefer

to discuss things alone in the first instance.

A warm invitation for the partner, coupled

with the observation that a sexual problem

is not the patient’s problem alone, can put

the patient’s anxieties into perspective.

To be complete, the history (see box)

must include several factors.

Social history

A detailed social history helps put the patient’s

sexual difficulties into context. Taking a

social and medical history before exploring

the problem allows the patient time to relax

while talking about familiar things such as

home, children and work and enables the

doctor to put the problems into perspective.

Even if the doctor knows the patient well, a

review of the social history will update the

patient’s chart and new information may be

uncovered that could be relevant to the cur-

rent sexual problem.

Questions to be asked in sexual history

• What is the problem as the patient sees it?

• How long has the problem been present?

• Is the problem related to the time, place,

or partner?

• Is there a loss of sex drive or dislike of

sexual contact?

• Are there problems in the relationship?

• What are the stress factors as seen by the

patient and by the partner?

• Is there other anxiety, guilt, or anger not

expressed?

• Are there physical problems such as pain

felt by either partner?

Medical history

It used to be thought that all sexual prob-

lems, especially erectile dysfunction, were

psychogenic in origin. General opinion has

shifted to accepting that a large proportion

have a physical basis, though, not surprisingly,

often with a psychogenic overlay. It is there-

fore important to take a detailed medical his-

tory, particularly bearing in mind those

illnesses that may affect sexual performance.

Diabetes can eventually cause impotence in

up to half of affected men. Depression and

psychotic illnesses cause diminished sexual

desire (but not necessarily loss of function)

in a high proportion of both men and

women, but careful questioning is needed to

elicit them. Altered sleep pattern is a valuable

indicator of depression. Heart disease, espe-

cially when combined with hyperlipidemia

and arteriopathy, accounts for erectile dys-

function in many men. Other hormone

deficiencies, especially thyroid and testos-

terone, reduce sexual desire and performance

in both sexes. Operations and trauma, espe-

cially gynecological and urological, can cause

sexual problems. Damage to the pelvis or

spine is another obvious cause. Prolactinoma

may, rarely, present with a loss of sexual

desire and headaches in a younger man. Pain

of arthritis, vaginal atrophy in the older

woman or a phimosis may be off putting to

one or other partner.

Medical and recreational drugs

Many drugs, especially hypotensives

agents, alcohol, nicotine and many over

the counter medications, that contain anti-

cholinergics properties, can have a pro-

found effect on sexual performance.
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Table 1 Commonly prescribed drugs associated with sexual dysfunction (list notfully comprehensive)

Drug Erectile

dysfunction

Altered

drive

Ejaculatory

disorder

Orgasmic
disorder

Priapism

Anticonvulsants

Carbamazepine X

Phenytoin X X

Primidone X X

Antidepressants

Tricyclics

Amitriptyline X X X

Amoxapine X X X

Clomipramine X X X X

Imipramine X X X X

Maprotiline X X

Nortriptyline X X

Protriptyline X X X

Monoamine oxidase inhibitors

Phenelzine X X X X

Selective serotonin reuptake inhibitors

Fluoxetine X X

Fluvoxamine X X

Paroxetine X X

Sertraline X X

Antipsychotics

Chlorpromazine X X X X

Fluphenazine X X X

Haloperidol X X

Thioridazine X X X X

Benzodiazepines X X X X

Antihypertensives

Atenolol X

Clonidine X X X

Guanethidine X X X

Hydralazine X X

Labetalol X X X X

Methyidopa X X X X

Metoprolol X X

Pindolol X

Prazosin X

Propranolol X X X X

Reserpine X X X

Timolol X X

Verapamil X

Diuretics

Amiloride X X

Chlorthalidone X X

Indapamide X X

Spironolactone X X

Thiazides X

Antiemetics

Metodopramide X X

Non-steroidal anti-inflammatory drugs

Naproxen X X

Anticholinergics

Atropine X

Diphenhydramine X X

Flydroxyzine X X

Propantheline X

Scopolamine X

Antispasmodics

Baclofen X X

Flypnotics

Barbiturates X X X

Inadequate hormone replacement therapy

in menopausal women can cause vaginal

atrophy and dryness leading to pain during

sexual intercourse. This may not be volun-

teered by, or even be apparent to, her part-

ner and is a good reason to try to listen to

the couple together.

Cannabis can cause an initial euphoria,

improving sexual confidence, but, like alco-

hol, it can greatly diminish performance.

Other drugs, including the so called hard

drugs, have a deleterious long term effect on

sexual performance. Commonly prescribed

drugs associated with sexual dysfunction are

listed in Table 1.

Talking with the couple

Marital dysfunction or just plain sexual

boredom after many years of being

together can be a major cause of erectile

dysfunction. In men with erectile dysfunc-

tion it is helpful to know the patient’s, and

especially his partner’s, views of the causes.

This often reveals their anxieties about

other problems, as well. It is also useful to

know the speed of onset: organic causes

such as diabetes tend to develop slowly

whereas psychogenic ones tend to appear

more rapidly.

A psychogenic cause of erectile dysfunc-

tion is considered when the patient becomes

erect during the night or upon early morn-

ing waking or if he can masturbate success-

fully, although many are reluctant to admit

this in front of their partner. (Erectile dys-

function is covered in a later article in Tool-

box)

Strains on the relationship

Strict upbringing and religious beliefs,

especially if there is disparity between the

partners (as in mixed marriages), can often

have a devastating effect on a sexual rela-

tionship. Other issues to consider that add

strain on sexual relations include unem-

ployment (or the threat of it), retirement

(through loss of self esteem) and meno-

pause. Has the menopause or a hysterec-

tomy changed the way a woman perceives

herself? Does she feel less feminine or

may need very tactful questioning to elicit,

and require sensitivity on the part of the

doctor.
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The need and potential for area-wide guidelines

Most people now die in a health care setting, so that deci-

sions about when to terminate medical treatment are

common. Many patients approach death without leav-

ing instructions as to their desires. Surrogate decision-

makers such as family members may disagree among

themselves and with caregivers as to when “enough is

enough.” Stalemate situations are increasing, especially

where the clinicians feel a patient cannot improve but

families insist on invasive medical treatment and/or life

support measures. The concept of “medical futility,” is as

old as Hippocrates. A growing literature has tried to

develop clinically useful standards for arriving at a defin-

ition of non-beneficial treatment, ethical standards for

decision-making, and dispute resolution procedures.

Methods for gaining consensus

The Bay Area Network of Ethics Committees

(BANEC), an informal network of clinicians and others

interested in the ethics of healthcare (members at meet-

ings represent approximately thirty healthcare institu-

tions throughout the San Francisco Bay area), began

presenting meetings on nonbeneficial care in 1995.

A working group of 10 representatives of ethics commit-

tees from various Bay Area health care institutions

drafted the following guidelines, which have had input

from open review meetings attended by over 100

BANEC participants. The guidelines are now offered for

consideration by any institution confronting this topic.

When institutions develop such guidelines, they should

be put on the public record and disseminated in the

community. We would recommend public input wher-

ever such policies are developed.

These guidelines intend to reflect the best standards

of the medical profession in making difficult decisions

about limits to treatment, especially when it is judged

that specific treatments are not, or would not be, in the

physicians’ professional opinion, in the best interests of

the patient. We recognize that legal risk management is

likely to be a concern, but it is our conviction that med-

ical concerns are the basic standard for decisionmaking.

Use of the institutional ethics committee, with broad

representation including community membership, is

recommended primarily to increase communication

among everyone involved in such cases.

Conflict resolution guidelines

1. Defining nonbeneficial treatment

Nonbeneficial treatment is any treatment that, in the

best judgment of medical professionals, produces effects

that cannot reasonably be expected to be experienced by

the patient as beneficial, or to accomplish the patient’s

expressed and recognized medical goals; and/or will

probably cause harm that outweighs any expected bene-

fits. Potential examples of nonbeneficial treatment that

have been raised for discussion include: (a) Provision of

life sustaining treatment to a patient who is irreversibly

unconscious; (b) Provision of any treatment other than

comfort care when a patient has requested only comfort

care; (c) Provision of indeterminate, long-term treat-

ment to a patient who has no realistic chance of surviv-

ing outside an acute care hospital intensive care unit.

2. Determination of nonbeneficial treatment

The physician responsible for the care of the patient is

responsible for making a determination that an inter-

vention is medically nonbeneficial, and therefore inap-

propriate. When the physician and consultants,

supported by the medical literature, conclude that fur-

ther treatment (except comfort care) cannot, with reason-

able probability, benefit the patient, such treatment may

be judged to be nonbeneficial. When such a judgment
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Case histories
(Cases provided by Lawrence Schneiderman, MD and Steve Heilig,

MPH, based upon composites of real cases. Details have been altered to

protect confidentiality).

CASE l

A 35-year-old homeless diabetic Caucasian man is found unconscious

with severe hypoglycemia. Despite maximal life-saving treatments, he

remains in a persistent vegetative state. No family or friends can be

found. A decision must be made as to whether to keep him on life-sus-

taining treatment, consisting of tube-feeding and insulin with close

monitoring.

This case illustrates both the problematic medical/legal environ-

ment in this country and the usefulness of procedural guidelines. The

patient’s physician obtained a neurological consultation. The neurolo-

gist concluded, after 3 months had passed, that the patient was in a

permanent vegetative state and had no reasonable chance of regaining

consciousness. The patient’s physician proposed that, since the hospi-

tal had a futility policy that defined life-sustaining treatment of a per-

manently unconscious patient as futile, that tube feeding and insulin

be discontinued. The hospital risk manager insisted that treatment be

continued until a guardian could be appointed by local authorities,

who could then make a court-supported decision on behalf of the

patient. The physician objected that such a process could take months,

and argued that the existing care team could represent the patients’

interests just as well as an appointed guardian. The physician asked the

ethics committee to review the case. The whole committee, made up

of hospital and community representatives, supported the physician’s

position. It proposed that the patient be transferred to a hospital whose

policy did not define life-sustaining treatment of a permanently

unconscious patient as futile, or to a skilled nursing facility. If no such

transfer could be arranged, the physician was entitled to withdraw life-

sustaining treatment in accordance with hospital policy.

has been made, a recommendation to withhold or with-

draw the intervention should result, and the following

should occur, at a minimum:

A. Patients with medical decision making capacity should I

be informed of the judgment, the medical rationale

supporting it, and the alternatives and their likely out-

comes. The physician should explain that withholding

or withdrawing the intervention still means appropri-

ate medical and humane care will be provided.

B. For patients without decisionmaking capacity, the dis-

cussion and understanding as described above should

be sought from a surrogate decisionmaker. Ifsurrogates

cannot be located, the physician, after appropriate con-

sultation, should be able to make decisions regarding

discontinuation of treatment. When multiple surro-

gates are available but in conflict, a single surrogate

should be chosen. In all cases, the surrogate should pro-

vide evidence that the surrogate’s position is in accord

with what the patient would desire, or if such desires

are unknown, are consistent with the patient’s values.

If consent is obtained, the treatment may be withdrawn

or withheld in compliance with the applicable proce-

dures of the institution.

3. Procedures in cases of lack of consent regarding

nonbeneficial treatment

Where there is disagreement on the course of the

patient’s treatment between the physician and the I

patient and/or the patient’s surrogates, a consultation

with another appropriate physician shall be offered. The

patient or surrogate shall be consulted regarding the

choice of a physician for this second opinion.

A. If, after reviewing the patient’s case and speaking with

the patient and/or surrogates, the second physician dis-

agrees with the primary physician, the patient and/or

surrogate shall be informed of this difference in opinion

and, wherever appropriate and possible, offered transfer

to another physician’s care and/or to another institution.

B. If, after reviewing the patient’s case and speaking

with the patient and/or surrogates, the second physi-

cian agrees with the primary physician that nonben-

eficial treatment should be withheld or withdrawn,

the patient and/or surrogates shall be informed of

this second opinion. If the patient and/or surrogate

now agrees with the two physicians, the intervention

in question will be withdrawn or withheld in accor- 1

dance with the institution’s accepted policies and

procedures.

Where disagreement persists between the primary

physician and the patient and/or surrogate, the follow-

ing procedures shall be followed.
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1. The patient will be offered consultation with addi-

tional institutional or other resources as appropriate,

(such as the ethics consultation service or consul-

tant).

2. If disagreement persists, the physician shall present

the case for review by an institutional ethics committee

or other body for a recommendation regarding the

patient’s treatment. The review committee member-

ship should include not only relevant institutional

expertise, but external community representatives

without financial interest in the institution or indi-

vidual case.

3. The patient and/or surrogate shall be informed (in

sufficent time) of the meeting and and invited to

attend to present the patient’s perspective. Anyone,

including members of the caregiving team, who has

a direct stake in the patient’s care should be consid-

ered potential participants.

4. The review committee shall offer a recommendation

on the case following the meeting. The recommen-

dation shall reflect a consensus opinion of the com-

mittee, with no major disagreement, if nonbeneficial

treatment is to be withheld or withdrawn (A specific

minimum majority vote may be established as a crite-

ria in such cases, such as requiring that 75% of voting

members support the determination of nonbenefi-

cial treatment). The committee’s opinion shall be

considered as an advisory and nonbinding recom-

mendation for use by the primary physician and others

involved in decision making in the case. The recom-

mendation shall be accurately recorded in the com-

mittee minutes.

5. If the review committee agrees with the physician’s

determination of nonbeneficial treatment, the patient

and/or surrogate shall be promptly informed of this

decision. Surrogates shall be informed of all options

available other than continuing treatment, including

legal procedures (such as court orders compelling

continued treatment) and transfer. If transfer to

another institution is desired by the patient and/or

surrogate, such transfer will be facilitated as possible.

If transfer is not possible, a plan for withholding or

withdrawal of nonbeneficial treatment may ethically

be made, emphasizing the provision of comfort care

and preservation of patient dignity.

5. If the review committee does not concur with the

physician’s recommendation, that physician should

give serious consideration to the recommendation

that treatment shall not be withheld or withdrawn

or otherwise limited without patient or surrogate

consent. Arrangements for transfer to another physi-

cian’s care will be made if requested by either the

physician or patient and/or surrogate. The current

physician shall make a good faith effort to find

CASE 2

A 70-year-old African American woman is severely obtunded with

multiple diseases, including heart disease, stroke, diabetes, periph-

eral vascular insufficiency and chronic obstructive lung disease.

She cannot participate in medical decisions and is deteriorating

despite maximal treatments. Her daughters, nieces, and sister, all

claiming they know the patient best, disagree vehemently about

how aggressively she would want to be treated. The patient has

designated no surrogate decision-maker and has expressed contra-

dictory wishes in the past. Decisions must be made about whether

to perform a tracheostomy to maintain her life-sustaining ventila-

tion, how aggressively to treat life-threatening infections, includ-

ing whether to amputate her compromised extremities, and

whether or not to attempt CPR in the event of a cardiac arrest.

In this case, the patient’s physician felt that she should order no

code-comfort care only. Some family members disagreed, so the

physician requested a second opinion, which confirmed her prog-

nosis and treatment plan. Disagreement among the family per-

sisted. The family was invited to bring in their own consultant,

but they could not agree on any. The physician requested an ethics

consultation. During this meeting, which included family mem-

bers and the patient’s care team, the patient’s condition and prog-

nosis were reviewed in detail, and efforts were made to have the

family agree on a patient surrogate. This meeting failed to achieve

consensus among the family.

Further dispute resolution was attempted in a meeting involv-

ing the patient’s physician and nurses, family members, and the

full ethics committee. This also failed and while the committee

could not agree who best represented the patient’s wishes it agreed

that changing the patient’s treatment emphasis from aggressive

life-support to comfort care was motivated by the patient’s best

interests and therefore was ethically defensible. The family was

presented with these results of the ethics committee’s deliberation,

and offered counseling during a 72-hour grace period before no-

code status was ordered, seeking transfer to another institution, or

a court order to compel treatment. During this time, efforts were

made to provide counseling, and the family was assured that the

full code status would remain in place.

When transfer was not possible, the family debated what to do

even as the no code order was written. The care team agreed to

follow the patient for at least one more week to accommodate the

family’s grieving before removing the ventilator. During that time

the patient developed overwhelming sepsis, which was not aggres-

sively treated, and she died. Although one family member threat-

ened legal action, he did not follow through on this threat.
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another appropriate physician to undertake the

patient’s care. Until that is accomplished, the current

physician is ethically and legally responsible for the

care of the patient.
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COMMENTARY
Why futility policies are not the answer
Susan B Rubin, The Ethics Practice, Berkeley, CA. Dr Rubin is author of When Doctors say No: The Battleground ofMedical Futility

(Indiana University Press, 1998).

Imagine a world in which physicians, supported by an

array of institutional resources, could finally say no to

the unreasonable demands of their patients—in which a

clear community standard would support the use of pro-

fessional judgement to limit inappropriate care. It is a

world envisioned by many futility policies. But before

falling prey to the seductive power of these policies and

the movement behind them, we must examine their

flawed premises and consider the implications of their

adoption.

First, most policies are professionally driven though

there is no evidence that the lay population would sanc-

tion the medical profession’s approach to these ques-

tions. To be defensible, such policies must take into

account not just the profession’s but also the broader

community’s perspective as well.

Why? Because medicine is not only a moral enter-

prise—it is also a social practice.

Second, any approach to futility must consider what

protection will be given to minority perspectives. A
striking feature of many futility conflicts is that they

involve religiously motivated requests for treatment

deemed futile by the treating physicians. What should

the standing of these faith claims be? This is a question

for society to resolve, not just the medical profession.

Third, any proposal to limit treatment on the basis of

futility must establish meaningful recourse for patients

who disagree with their physicians. Too often the strategy

is to stipulate the outcome in advance or to focus on

securing patient acquiescence. Seldom do policies create

genuinely open-ended processes for reflection, in which

answers are forged collectively.

The guidelines by the Bay Area Network of Ethics

Committees read like a decision tree aimed at bringing

the patient on board. Progressive interventions are trig-

gered by the patient’s—not the physician’s disagreement.

The interventions are all good but seem intended to

secure the patient’s agreement with the physician. The

ethics committee functions almost as a final green or yel-

low light for physicians. If the committee agrees with

the physician the presumption is the physician will pre-

vail unless the patient goes to court or facilitates trans-

fer. It is not acknowledged that going to court is too

costly for many patients or that transfer in this age of

managed care is not realistic. At no point is there men-

tion of physicians reconsidering their position or of the

steps physicians might need to take, such as going to

court, to prevail in the end. If the committee disagrees

with the physician, it is suggested the committee’s rec-

ommendation be seriously reconsidered while transfer is

explored. The existing imbalance of power between

physicians and patients is only underscored by such an

approach.

What we need instead of such policies is an approach

that encourages meaningful open-ended conversation

between physicians and patients and broad social dis-

course about the genuine issues at stake. Unfortunately

this is precisely the sort of thing policies can’t do.

COMMENTARY
Respect for patients should dominate health care decisions
Ann Alpers, Department of Medicine, University of California, San Francisco, CA; anna@medicine.ucsf.edu

Patients and their families sometimes disagree with

physician recommendations concerning end-of-life care.

They may reject the physicians’ pessimism, they may

accept a different quality of life, or they may value sus-

taining a loved one’s life in ways that the physicians do

not understand. Intractable disagreements, while rare,

occur.' The search for a widely accepted substantive def-

inition of futility has, in its own way, been futile .

2

The conflict resolution guidelines crafted by BANEC
are a recent, important addition to the growing number

of community policies to promote ethical and rational

resolution of disputes about medical futility.Their most

useful contributions are likely to be their emphasis on

straightforward communication with patients or their

surrogates and their procedures for resolving disagree-

ments. The guidelines reject unilateral action by a physi-

cian by requiring consultation by another physician and

further review by an institutional group, like the ethics

committee, that has community members as well as hos-

pital staff. The guidelines stress physicians’ obligation to

provide excellent palliative care and call for the involve-

ment of social workers, chaplains, and other caregivers

who may be better at resolving conflicts than the treating

physicians.
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One persistent question about futility policies is: will

they work? 3 What would a well-designed study measure

to attempt an answer? From the perspective of patient

autonomy, one might wonder whether guidelines like

those of BANEC’s working group promote patient or

family satisfaction. From the perspective of distributive

justice, one might wonder whether such guidelines

reduced the length of stay of patients who died in the

hospital. Other measures of quality of care could include

the number of days patients spent on a ventilator or in

intensive care before dying. 4

An important measure of the BANEC guidelines

success is effective conflict resolution. One marker of the

bitterness of conflict may be whether legal actions flow

from unresolved disagreements. Malpractice suits can

arise out of a futility dispute. In a malpractice suit con-

cerning futility, evidence about the standard of care

would be presented in court. This evidence would help a

jury determine whether a physician had a duty to provide

the disputed treatment or to take certain procedural steps

before withholding or stopping it. Community policies

might serve as a new source of such evidence 5 because

courts look to statements by professional groups and

institutions that define standards of practice as one of the

main sources of the legal duties to which members of the

medical profession must conform. 6,

7

Nevertheless, the

success ofcommunity guidelines in protecting physicians

from malpractice judgments remains untested.

In Gilgunn v. Massachusetts General Hospital, the jury

decided that physicians were not negligent when they

decided to withdraw mechanical ventilation and issue a

do not attempt resuscitation order despite the objections

of the patient’s daughter.
8
Gilgunn contrasts with In the

Matter of Baby K, in which physicians and a hospital

attempted to insulate themselves from liability' by request-

ing judicial permission to withhold mechanical ventila-

tion from an anencephalic infant.
9 Physicians are likely to

get better legal results when they refuse to provide non-

beneficial treatment and then defend their decisions as

consistent with professional standards than when they

seek advance permission to withhold care. As George

Annas has warned, “Physicians cannot expect. . .trial-

court judges... to take practice standards more seriously

than they do themselves.”
10

If community guidelines pro-

vide reassurance that physicians and risk managers can

successfully defend malpractice suits, such guidelines may

support the ethical value of professional integrity.

I he BANEC guidelines recommend one specific

technique to reduce conflict. They note that when a

patient lacks the capacity to make medical decisions,

several surrogates may be available but in conflict. Con-

flict between potential surrogates occurs often enough

to be its own syndrome." The guidelines suggest that a

single spokesperson should represent the surrogates, but

do not define a means for selecting among them. Any

legal next of kin would have standing to sue for mal-

practice—although the suit might not progress very

far—or to seek other legal means to thwart the with-

holding of life-sustaining treatment. Part of an inclusive

mediation model for resolving conflicts should include

fair procedures for all concerned. Some families, com-

munities, and cultures may have traditions for selecting

spokespersons but caregivers and review committees

should be prepared to speak directly with any surrogates

who have legitimate interests in the patient’s care.

The BANEC guidelines insist that professional

integrity and respect for patients, both as individuals

and as members of a community, not concerns about

legal liability or individual egos, should dominate deci-

sions about care. This insistence can only improve our

debate. Taking good care of the dying is hard but talk-

ing about it may be getting easier.
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Air travel can be safe for patients with unstable angina American military personnel living in Japan, Korea, or Taiwan

often choose to be airlifted out when they get sick. But if they have unstable angina, is it safe for them to fly? Yes, so

long as its not on a commercial airline {Aviation, Space and Environmental Medicine 1999; 70; 103-5). Reassuringly, 59

patients with unstable angina were carried home for cardiology assessment from the Pacific area between 1992 and

1996 without serious mishap. Two complained of chest pain and one of a headache.
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Therapeutic effectiveness and social context:

the case of lobotomy in a California state

hospital, 1947-1954

Introduction

That social and cultural values and beliefs play an inte-

gral part in physicians’ medical practices has long been

acknowledged.
1,

2

Nonetheless, we often lose sight of this

fact in contemporary medicine, especially as our knowl-

edge and interventions appear to be increasingly based in

science and less upon the vagaries of the sociocultural

context.
3 But in every era, physicians generally believe

I

that they have based their therapeutic decisions upon the

firm bedrock of their contemporaneous science.
4 ’ 5 Given

that our predecessors most likely had as much faith in

their treatments as we do in ours, history can help us to

expose the ways in which physicians incorporate the

social and cultural world into their medical practices. By

studying a therapy that is no longer used, we can step

out of our “time and place” bias, where our surrounding

culture and clinical presuppositions are often uncritically

accepted, and explore a treatment without inserting our

own preconceptions. To this end, this essay examines

how physicians’ use of a Nobel Prize winning interven-

tion reflected both institutional needs and cultural val-

ues concerning women, illustrating howe the social

world can become an indivisible part ofwhat physicians’

deem as disease and therapeutic effectiveness.

Specifically, we will explore doctors’ use of lobotomy

in a California state hospital between 1947 and 1954.

Not only were state hospital physicians subject to

obvious institutional constraints,
6 8

but study of a now
discredited therapy such as lobotomy allows us to exam-

ine the ways in which physicians constructed effective-

ness. Since few currently would argue that lobotomy

worked, we do not need to concern ourselves with the

thorny problem of efficacy.
9

I performed a quantitative

and qualitative analysis of the medical records of

patients who underwent this procedure. In addition to

the usual contents of a medical record, these records also

contain verbatim transcripts of patient interviews,

which were performed on admission and on considera-

tion of a major therapeutic intervention.

History of the surgery

Let us first briefly review the history of this surgery,

which, for our purposes, begins in the early 1930s. Based

on several decades of experimental and clinical evidence,

the Portuguese neurologist Egas Moniz speculated that

fixed neuronal connections in the frontal lobes led to

psychiatric disease, and that disruption of these connec-

tions could lead to cure.
10 12

In 1935, Moniz tested this

theory on a psychiatric patient by severing the frontal white

matter projections with multiple injections of alcohol

into the frontal lobes, thus giving birth to the first mod-

ern frontal lobotomy.' 3 Despite some opposition, the

treatment eventually gained widespread legitimacy and

became part of mainstream medical practice.
14

Under-

scoring its scientific acceptance, the Nobel Prize Com-
mittee awarded Moniz the 1949 prize in physiology and

medicine.
15

As a result of these scientific credentials,

physicians throughout the United States began using the

remedy. By 1 950, for example, the surgery was performed

in 286 hospitals in the United States and, by 1951, an

estimated 18,000 patients had undergone the operation.
16

Medical record review

The site of my medical record review was Stockton State

Hospital, located about 30 miles southeast of Sacra-

mento. Opened in 1851, Stockton is the oldest psychi-

atric institution west of the Missouri River.
17 19

Just before

the introduction of lobotomy into Stockton, over 4,000
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Summary Points

• Physicians believe they base their therapeutic decisions

on science but in fact incorporate social and culture

issues into their medical practices

• The practice of lobotomy in the late 1940s and early 1950s

illustrates some of the ways in which physicians employ

sociocultural factors in their medical treatment of patients

• Records of lobotomized individuals from a California state

psychiatric institution show that between 1947 and 1954 the

social problems of hospital management (especially the

need for order) determined what physicians saw as disease

and how they measured therapeutic success or failure

• Lobotomizing over five times as many women as men,

physicians at this institution also incorporated prevalent

cultural views concerning women in their practice of

lobotomy, both in how they determined surgically treat-

able psychiatric disease and how they measured a

woman’s response to the surgery

patients lived behind its walls, treated by 1
1
physicians.

20

Not surprisingly, given this overwhelming, although not

unique, patient to doctor ratio, physicians placed an

extremely high value on maintaining order within the

asylum. Uncontrollable patients not only posed vexing

clinical problems but severely taxed the staffs meager

resources, often compromising the care of other, more

compliant patients. Nonetheless, physicians did possess a

variety of technologies with which to maintain order:

these included electroconvulsive therapy, hydrotherapy,

mechanical restraints, and chemical restraints (such as

barbiturates and hyoscine).
21

Despite this array of inter-

ventions, some patients proved unresponsive. It was

against this background that physicians’ use of lobotomy

reflected their institutionally dictated need for order. This

context also provided a fertile ground for physicians to

see women as more likely surgical candidates than men.

Between March 1947 and June 1954, physicians per-

formed 245 lobotomies on 232 patients. They abruptly

terminated their lobotomy program with the introduc-

tion of the antipsychotic drugs reserpine and chlorpro-

mazine in 1954. Since a number of case files were either

lost or misplaced, 147 patient records were available for

review. In what follows, 1 will show how doctors’ use of

lobotomy reflected their vision of proper gender roles

for women. First, however, 1 will present typical verba-

tim comments culled from a careful reading of these

available records to illustrate how physicians trans-

formed an institutional imperative into a matter of indi-

vidual therapeutics.

Social control and medical treatment

For Stockton physicians, lobotomy was simultaneously a

method of patient management and ward management.

Emphasizing the social aspect of psychiatric disorder,

doctors at Stockton defined surgically treatable disease as

uncontrollable behavior. And they most commonly

cited those behaviors that disrupted the ward routine

and occupied the attendants and nurses as the kind in

most dire need of surgery. Thus, not surprisingly, physi-

cians saw little difference between what benefited the

individual patient and what benefited the ward. The fol-

lowing case illustrates how doctors saw lobotomy as a

solution for both social and individual problems.
22

Fhe patient, a 40-year-old woman, had undergone

two previous radical lobotomies but continued to dis-

play “extremely perverse behavior.” In recommending a

third lobotomy, her ward physician wrote:

A transorbital variety of prefrontal leukotomy

has not yet been tried and it is recommend-

ed... [Tjhere is a hope that personnel may be

released for more useful work elsewhere if not

required to continually supervise and restrain

this patient.
23

Furthermore, physicians determined a successful or un-

successful outcome by how well a lobotomized patient

adapted to the ward routine as this next example illustrates:

Six months [after lobotomy] she was still . . . restless,

assaultive toward others and herself. . . kicking and

fighting anyone who came near... antagonistic,

she screams and throws anything she can get

ahold of. ..The question is, would a second radi-

cal prefrontal be of any help?
24

The staff 's continued inability to control this woman’s

violence constituted her physician’s primary measure of the

treatment’s effectiveness. Significantly, the first lobotomy’s

failure did not shake the doctor’s belief in the surgery as a

means of behavioral control. Shortly after this note was

written, the patient underwent a second lobotomy.

Doctors’ focus on institutional needs instead of than

the individual patient often created what appear in hind-

sight as some curious measures of therapeutic success.

For example, a frequent side effect of frontal lobotomy

was that patients became apathetic and indifferent, lack-

ing any of their previous emotional spontaneity.
25 28

However, since conformity to ward routine measured

therapeutic success, Stockton physicians transformed

these neurologic sequelae into measures of effectiveness,

as this discussion between several physicians suggests:

Dr. A: [Before lobotomy] she was regressed an

awful lot—she was in restraint most of the time,

would spit at people and break things up.

Dr. B: [Lobotomy] leaves them all pretty flat and

indifferent about things. It seems to be charac-

teristic

—
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Dr. A: There is not much animation any more.

Dr. C: Maybe that is what cures them.
29

For these doctors, “cure” had as much to do with

conserving the institution’s precious staff resources as

with addressing this woman’s individual needs.

Gender and Therapeutics

Focusing on gender, let us now take a quantitative look

at Stocktons Lobotomy program. Of the 24
1
patients

where sex could be identified from the surgical sum-

maries, 205 (85%) were women and 36 (15%) were

men. Demographics cannot account for these differ-

ences. Men not only outnumber women within the

hospital, but they also predominated in the diagnostic

categories that physicians most commonly loboto-

mized, schizophrenia being by far the most frequent

diagnosis given to a surgical candidate. It is also worth

noting that one third of the physicians who participated

in the lobotomy program were women. Interestingly, I

found that these gender differences were present only in

these doctors’ use of lobotomy. In the case of electro-

convulsive therapy, doctors treated an equal number of

women and men as is evident from a sample of400 ran-

domly selected records with admission dates roughly

equaling those of the lobotomy sample. In this sample,

the relative frequencies with which women underwent

electroconvulsive therapy equaled that of men. Simi-

larly, I found no evidence that doctors used other reme-

dies, such as hydrotherapy or malaria fever therapy, on

women more often than men.

How can we account for these gender differences?

While it is possible that these physicians were simply

misogynistically acting out their greater desire to con-

trol and subjugate women rather than men, a causal

explanation is difficult to prove. However, irrespective

of the source of these marked differences, physicians

incorporated their views concerning the social roles of

women into what they considered medical indications

for lobotomy and their assessments of the effectiveness

of the surgery Through this process, physicians trans-

formed social values into problems of medical manage-

ment, a process vividly illustrated by what doctors at

Stockton actually said to their patients and their

patients’ loved ones.

For example, doctors often saw a woman’s inability

to conform to expected social roles as evidence of psy-

chiatric disease. Let us listen in on a conversation

between a physician and his patient. In this case, the

doctor successfully ferrets out telltale signs of operable

psychiatric disorder.

Doctor: Why haven’t you been looking after the

children better than you have?

Patient: 1 was working for the telephone company.

Doctor: Was it necessary for you to work? Would-

n’t it have been better for you to stay home and

look after the children?

Patient: It might have been better.

Doctor: Why didn’t you?

Patient: I intend to do better.

Doctor: It is strange behavior. First you don’t stay

with the children but go to work; now you are not

with them [but] you want to be with them.

Patient: (No answer.)
30

This “strange behavior”—that is the patient’s

ambivalence about taking care of her children—played

an important part in the doctor’s and his colleagues

decision to classify her as a psychiatric patient and their

decision to lobotomize her.

These accepted social values about a woman’s ideal

role also provided doctors with a yardstick for measur-

ing the success of the surgery. Although the neurological

deficits caused by the procedure often made patients

oblivious to their postsurgical psychiatric state, hus-

bands frequently attested to their wives’ recoveries. In

the following dialogue we see that despite the patient’s

loss of spontaneity and individual desires, both the doc-

tors and the patient’s husband believed that these deficits

posed little problem for her recovery.

(Patient dismissed)

Doctor: We want to get some idea from you how

she has been [since the lobotomy].

Husband: I think she has been behaving wonderful.

Doctor: She doesn’t seem to worry?

Husband: That is one thing. Before commitment

she was awfully worried about everything. It was

a continuous worry all the time but now she takes

things as they come... She kind of watches over

the house and cleans it and the only one thing she

is not too particular about her appearance. She don’t

care what anybody says.

Doctor: That is one of the disadvantages of this

operation she had.

Husband: I think it is for the best really because

she doesn’t worry at all about anything.
31

Noting that “the husband is more satisfied,” the

staff discharged her as recovered. For this patient’s doc-

tors and her husband, her restoration as an ideal

wife—that is, her ability to cook, clean, and do house-

work—was an integral part of her recovery. While her

redemption as an “ideal woman” came at substantial

personal cost, her husband and doctors saw this as a

small price to pay when measured against social and

institutional values.
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Conclusion

Institutional and social factors intimately affect medical

practice. For physicians at Stockton State Hospital, these

factors determined what kinds of behaviors they saw as

disease and how they measured therapeutic success.

Based on the best biological science of the mid-twentieth

century, this Nobel Prize winning therapy was as much a

social technology as a medical one. But we should not be

too harsh in our judgement of these doctors. Just as we

are today, they and their science were enmeshed in a spe-

cific time and context in which social and medical values

were part of the same world.

This project was supported in part by the VfSN 22

Mental Illness Research Education and Clinical Center

of the Department of Veterans Affairs and the Bur-

roughs Wellcom Fund 40th Anniversary Awards for the

History of Medicine.
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Culture and Medicine

Recent developments in medical care of

Jehovah’s Witnesses cssied
Introduction

Since 1945, the Watchtower Bible and Tract Society

(WTS), the controlling religious organization of Jeho-

vah’s Witnesses (JWs), has promulgated to all its follow-

ers a doctrine to refuse blood and certain blood products

for their medical treatment. They teach that the biblical

command, “you must not eat blood (Leviticus 17:12)

and “abstain from blood” (Acts 15:29), means “not tak-

ing it into our bodies at all,” including prohibition of the

medical use of blood.
1

For the past halfcentury, this doc-

trine has brought numerous challenges in medical care

of JW patients, and occasionally tragic premature

deaths. Although the doctrine is said to be an “everlast-

ing law" of God, it has recently undergone major revi-

sions. In this review, I will discuss some of these

developments, which impact on the medical care of

approximately ten-million adherents world-wide for

whom blood treatment may be an issue.

Summary Points

• Despite progress in bloodless medicine, the care of

Jehovah’s Witness patients who refuse blood-based

treatments is difficult

.

• An agreement signed by the organization at the

European Commission of Human Rights states that

Jehovah’s Witnesses should have free choice to receive

blood transfusions without any control or sanction from

the organization.

• The recent emergence of reform Jehovah’s Witnesses,

who petition for a right to freedom of personal choice to

accept or refuse blood transfusions, indicates a growing

diversity among the followers in their attitudes toward

the blood policy.

• An individualized approach to each patient, respecting

their diversity of beliefs and values, has become increas-

ingly important.
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Distinction between acceptable and unacceptable

treatments

For physicians who treat JWs, one of the most puzzling

aspects is that they are, in fact, accepting many blood-

based treatments despite their belief in absolute absti-

nence from blood. Since this biblical law is said to be

absolute, it is unclear why the WTS does not teach its

members to simply refuse all medical use of blood. On
one hand, they teach that God prohibits any intake of

blood into the body regardless of the methods, whether

eating it in the biblical era, or infusing it in modern

medicine. On the other hand, they have meticulously

sorted out various methods of blood intake in medical

settings, and classified them either as acceptable or unac-

ceptable, depending on the method. As new blood-

based treatments become available, such classification

has become a daunting task.

Table 1 summarizes the current policy and practice

of prohibited and acceptable treatments. Table 2 shows

the complex conditions under which the same or simi-

lar material or procedure may become acceptable or

unacceptable. Information in these tables is a composite

from WTS publications, including their advance direc-

tive form, as well as articles by JW physicians.
2. Many

JWs do not understand or remember such complicated

regulations.

Table l Current policy andpractice ofWTS on prohibited and acceptable treatments

Prohibited Blood Components and Procedures Acceptable Blood Components and Procedures

• Whole blood • Plasma proteins (albumin, globulin, fibrin)

• Red blood cells • Clotting factors

• Platelets • Stem cells

• Plasma • Hemodilution, cell saver

• Hemoglobin solution • Bone marrow transplants

• Stored autologous blood • Extracorporeal circulation

(heart-lung machine, dialysis, plasmapheresis)

• Blood donation • Use of donated blood (to take acceptable components)

Abbreviations used in text: JW=Jehovah’s Witness, WTS=Watchtower Bible and Tract Society; HIS=Hospital Information Service;

HLC=Hospital Liaison Committee; AJWRB=Associated Jehovah’s Witnesses for Reform on Blood .

Volume 170 May 1999 Wjm 297



Culture and Medicine

These facts have prompted the WTS to form the

“Hospital Information Service (HIS) in its headquar-

ters, a public relations office for the blood policy. It

answers inquiries regarding “no-blood” treatment, and

interprets the rules and conditions for patients and doc-

tors. The HIS researches medical literature, recom-

mends various no-blood treatments, and provides

references to cooperative physicians. In addition, more

than 1200 “Hospital Liaison Committees’ (HLCs),

which consist of selected elders who received special

training from HIS, are established worldwide. Its mem-

bers visit hospitals to present the policy. They provide

the same service as HIS locally, and can intervene

between JW patients and physicians as needed.

The WTS has dismissed them as “disaffected ones” and

discredited them because of AJWRB.s anonymity.

13, 14

However, according to AJWRB, it is not possible, other

than anonymously, for a JW to voice any criticism of the

WTS or propose any reform from within the organiza-

tion, because such public expression almost certainly

results in expulsion of the members.
12

The significance of this reform movement for physi-

cians is awareness of a growing diversity of values and

beliefs among individual JWs, who have long been

viewed as a uniform religious group. Such diversity

requires physicians to scrutinize the patient’s premolded

medical directive more closely and take a more individ-

ualized approach.

Reform movement inside JWs

Since 1996, a growing number ofJWs, including some

members of HLCs, have expressed anonymously their

dissent to the blood policy.
10
They formed a group called

the Associated Jehovah’s Witnesses for Reform on Blood

(AJWRB).
11 ’ 12 They call for a reform of the blood policy

which, according to them, is plagued by a complicated

web of contradictory rules and conditions strictly

enforced without biblical basis. Some members ofHLCs
have resigned because ofwhat they call “Pharisaic” rules.

Freedom of choice in JWs’ medical care

Although it is well known that the WTS has fought many

years for freedom of choice to refuse blood transfusions

vis-a-vis legal authorities and medical professions—members

within the WTS are not accorded the same freedom of

choice to receive blood transfusions without penalty. The

fact that the very freedom that the WTS has demanded

outside the organization has been denied inside the orga-

nization is another major point of reform called for by the ;

AJWRB. Any JW who openly and willfully receives a i

Table 2 Complex conditions that make similar components!procedures acceptable or unacceptable

JWs May Not Accept .... JWs May Accept ....

Whole blood
2

IF taken as “blood transfusion” # IF taken as contained in bone marrow

transplants 3

Plasma proteins
2

IF taken together as “plasma” # IF taken separately as individual

blood component (albumin, globulin,

clotting factors, fibrin)

White blood cells
2

IF taken as “white blood cells” # IF taken as “peripheral stem

cells”
9,5

Autologous blood
2

IF tube connection to the patient’s

body is interrupted #

IF tube connection to the patient’s

body is maintained (hemodilution,

cell saver)

IF it is stored # IF taken as “peripheral stem cells”

(even if it is stored) 9

Stem cells
6

IF taken from umbilical cord blood 7
IF taken from peripheral blood or

bone marrow3,9

Major protein from prohibited component IF taken from red blood cells

(hemoglobin)
6
#

IF taken from plasma

(albumin)
2

Heart-lung machine 2
IF patient’s blood is used to

prime the machine #

IF patient’s blood is used to

circulate in the machine

Epidural blood patch
8

IF blood is removed from vein

and injected

IF injecting syringe is connected to

vein via tube

Blood donation9
IF donated by JWs for use of JWs

and others #

IF donated by non-JWs for use of JWs

and others

Conditions marked by # are observed by JWs without exception. Other conditions are observed by many JWs but with exceptions. For example, JWs never accept a heart-lung

machine primed with blood, but most, if not all, JWs accept the machine as long as it is circulated with own blood.
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prohibited blood-based treatment and does not repent of

the action before a “judicial committee” will receive the

harshest sanction of the religion, excommunication or

“disfellowshipping.” This is considered equal to betraying

God and involves shunning, or isolation from normal

association or fellowship with family and life-long friends

who are members. Many former JWs testily to the psy-

chological trauma associated with leaving the religion.

This punitive measure may soon change. One of the

most important developments of the blood policy of

JWs in recent years is the public agreement established

in 1998 between the WTS and the government of Bul-

garia at the European Commission of Human Rights.

The WTS agreed that JWs in Bulgaria “should have free

choice” to receive blood transfusions “without any con-

trol or sanction on the part of the association.”
15 ' 16

This

apparent compromise was made in exchange for regis-

tration of JWs as a religion in that country. The WTS
has been reticent with their members about their

promise of “free choice” in Bulgaria, and only issued a

letter and a press release stating that there has been no

change in the blood policy.
1 a

Nevertheless, a WTS rep-

resentative, quoting the charter accepted by the Bulgar-

ian government, now states that the WTS “may not

exercise control over free will of believers but allows

them to exercise their conscience consistent with godly

Bible principles.” He also states that the WTS does not

“arbitrarily apply sanctions in connection with the med-

ical care that Jehovah’s Witnesses conscientiously seek

for themselves and children,” and this, according to

him, is the established beliefs ofJWs internationally.
14

These statements appear to conflict with the enforced

policy of expelling and ostracizing those who conscien-

tiously receive blood transfusions and do not repent.

According to AJWRB, these WTS statements could be

interpreted to mean that each member may exercise per-

sonal conscience to choose which blood components are

acceptable in medical treatment, since the “godly Bible

principles” are silent over what is or is not acceptable in

blood components. On the other hand, the statements

allow the WTS to “non-arbitrarily apply sanctions” and

to continue to “exercise control over free will.” We
should expect further clarification from the WTS to

explain this discrepancy. In the meantime, it is an indi-

cation that JWs may soon be given the right to choose

their own medical care, including acceptance or refusal of

blood, without organizational control.

Ethical and legal issues of the blood card and

informed refusal

The use of the “blood card,” a wallet-sized advance direc-

tive created by the WTS and carried by JWs, has been

controversial. The card is intended to document the JWs
informed refusal of blood in the event of an emergency.

Yet, the validity of the card has been questioned, particu-

larly when a JW patient presents to the emergency room

unconscious and exsanguinating, with the blood card

being the only expression of will.
17
There are two main

reasons to challenge the validity of such cards.

First, it is unclear whether such a directive was signed

as a spontaneous and personal decision, or as an obliga-

tion to comply with the organizational rules as a mem-

ber. Every year in January, new cards are handed out to

all JWs to sign. Group leaders are instructed to ensure

that every member sign the card during a private group

meeting. Such a signing procedure could be coercive

due to strong peer pressure.

Second, there is a serious concern whether JWs were

adequately informed of the risk versus benefit analysis of

blood-based treatments when they signed the card. In

their official magazines, horrifying stories about tragic

cases of blood-based treatments collected from medical

journals and news media have been presented, yet there

has never been any article that objectively weighs the

benefit ofblood transfusions against the risk. Such biased

information raises serious concern about the validity of

the informed refusal expressed in the blood card.

As Migden and Braen stated,
17

it appears that the real

purpose of the blood card is not to ensure that JWs make

an informed decision regarding blood-based treatment,

but rather to prevent JWs from receiving blood. Under

such strict organizational directives imposed by the

WTS, autonomy ofJW patients, which is a prerequisite

Catheryn Proctor,

right, mother of

Jadine Russell, a

pedestrian who died

after being hit by a

drunk driver, wipes

away a tear outside the

courtroom after the

driver’s trial. The victim,

a Jehovah’s Witness,

refused a blood

transfusion, which the

defense argued actually

caused her death.

Victoria Arocho/

Associated Press.
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of informed consent, may be suppressed. Considering

these factors, Migden and Braen concluded that a good

faith decision to transfuse an unconscious adult JW in

emergent need of blood is justified if the patient does not

have a blood refusal advance directive that is informed

and can survive a high level of scrutiny.

In view ofsuch potential problems of the blood card,

the WTS in recent years has put more emphasis on fill-

ing out a full advance directive form for refusal of blood,

in conjunction with a health-care power of attorney

(proxy) form prepared by the WTS for each state. JWs
are encouraged to fill out these forms and submit them

for their health care providers to have on record. The

forms include legal references for judges and hospital

lawyers who may question or challenge the legality of

the blood policy. The forms detail WTS-approved alter-

natives for blood treatment, and instruct as to what

treatments JWs must not accept under any circum-

stances, even to save their lives. The forms also list which

blood components and procedures may be allowed and

under what circumstances, subject to an individual’s

conscience (see Table 1 and 2). The WTS now encour-

ages JWs to indicate on the blood card that they have

executed the advance directive forms of their state.

Clinical management of JW patients

When no life-threatening condition exists, and alterna-

tive bloodless treatment is readily available without

excessive cost or risk, treatment of JWs should be no

different from other patients. They do not refuse other

medical treatment and are generally conscientious about

their own health and respectful of physicians.

Major ethical controversy arises when there are lim-

ited or no alternatives to blood-based treatment. Until

the WTS publishes more simplified rules, and allows all

medical treatment decisions to be based on individual

conscience, the care of such JW cases will remain com-

plicated. It is not sufficent to either blindly comply with

the pre-molded directive, or fiatly refuse treatment and

refer to another hospital or doctor.

The patient’s personal beliefs and understanding of

the risk versus benefit should be carefully discussed in

private conference. Religious discussion need not be

avoided since organizational control of patients’ choices

are inseparable from their religious conviction. Only a

small number ofJWs understand the complex rules and

conditions of blood policy of their own organization.

For this reason, I recommend that any medical profes-

sionals dealing with JW patients obtain a small brochure

Do Jehovah’s Witnesses Really Abstain From Blood? pub-

lished by AJWRB 19
for reference in such discussions. It

is written by JWs themselves and concisely discusses the

questions of the blood policy. It is also important to seek

ethics consultation in complicated cases.

What is acceptable or unacceptable treatment should

ultimately be determined by the individual patient, in

concert with advice from treating physicians. Some JW
patients may delegate their decision to the WTS and ask

the HLC to intervene on their behalf. Others may be

autonomous enough to make individualized decisions

based on new perspectives.

Whatever decision the patient makes, extra precau-

tion must be taken to ensure the privacy and confiden-

tiality of those decisions. The WTS once published an

article in its official magazine that encouraged JWs who

work in the medical field to divulge confidential medical

information of fellow JW patients who secretly receive

medical treatment prohibited by the WTS. 20

Life-threatening emergency treatment of exsan-

guinating JW patients continues to be problematic.

There is no time to obtain informed consent to trans-

fuse blood. Every effort should be made to stabilize the

patient so that valid and contemporaneous informed

consent can be obtained. If the patient is unable to

express a contemporaneous decision and there is no

valid advance directive, or there is reasonable doubt

about the validity of the blood card, emergency blood

transfusions may be given until the patient is relieved

from imminent danger of death.
17

There are several reasons to support this course of

action. First, emergency exception to consent has been

an established medicolegal principle. The Pennsylvania

Supreme Court held that “...where there is an emer-

gency calling for an immediate decision, nothing less

than a fully conscious contemporaneous decision by the

patient will be sufficient to override evidence of medical

necessity.”
21

Second, JWs who were unconsciously trans-

fused are not subject to the religion’s judicial process or

sanctions. Third, as reviewed here, since there is an indica-

tion of change in the policy on the horizon, premature

death at the present time due to blood loss must be averted.

Treatment of children

Children ofJW parents should be given treatment inde-
'

pendently from their parents’ religion. As the Commit- 1

tee of Bioethics of the American Academy of Pediatrics
,

stated, “constitutional guarantees of freedom of religion

do not permit children to be harmed through religious

practices.”
22

In emergency situations where there is risk

of harm to the child by withholding blood-based treat-

ment, immediate danger should be relieved, including, if

necessary, giving blood-based treatment. Decisions

regarding “mature minors” or adolescent children are

more problematic. The maturity of each child is differ-

ent, and so is the child’s understanding and commit-
j

ment to the blood policy. If there is any unsolved ethical
,

or legal issue regarding JW children, it is most appropri-

ate to obtain a court order before proceeding further.
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Disclaimer/Disclosure Views and opinions expressed herein are the

authors and do not necessarily reflect those of Kaiser Permanente

and Northwest Permanente P.C. The author has served as a medical

consultant to the AJWRB since 1997 without compensation. He has

never been a Jehovah’s Witness.
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The Cochrane Library 1998 Issue 4
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Rating: * * * *
Price: $225

Illness and its treatment are often transforming experiences. It follows that decisions about treatment can be fateful for patients. Such decisions ought to be informed by

the best evidence regarding the effectiveness of available interventions. However, timely access to the best evidence is elusive. It requires an organizational and analytical

enterprise so prodigious that, until now, it has been beyond the grasp of individual clinicians and the profession as a whole. The Cochrane Library represents a formidable

attempt to provide a response worthy of the vision of effective and efficient health care articulated decades ago by the project’s namesake, the late A. L. Cochrane. He would

be proud of the library that carries his name.

The Cochrane Library consists of (1) the Cochrane Database of Systematic Reviews, currently containing 438 protocols for reviews, including many that address

problems commonly seen in general practice; (2) the Database of Abstracts of Reviews of Effectiveness, containing nearly 2000 abstracts of evidence based reviews, some

with commentaries about their quality; (3) the Cochrane Controlled Trials Register, with more than 200,000 trials listed; and (4) the Cochrane Review Methodology

Database, with 836 citations and abstracts that address methods for unbiased collection and interpretation of evidence. For most users, the completed systematic reviews

will be most valuable.

Because medicine’s knowledge base is constantly expanding, any useful compendium must be cumulative. This is the fourth issue of 1998, and revised issues are pub-

lished quarterly. But the library is a work in progress in other ways. Updating is uneven. The coverage of different conditions and of various treatments for the same con-

dition varies. The level of detail is more likely to reflect the interests of those committed to the enterprise than the burden of illness conferred by a condition or other

measures of priority. For example, about a third of the completed reviews address evidence regarding care related to pregnancy and childbirth.

The formats used to present and catalogue reviews reflect more the mindset of a researcher or a librarian than that of a user—doctor; patient, or policy maker—try-

ing to make an evidence based decision. But the search and display functions are well designed and easy to learn. The library will not always inform decisions, however,

even if relevant reviews have been completed. It is, after all, a compendium of available evidence, and much of what needs to be known to make a good decision has not

been well studied. Moreover, good clinical decisions will often depend on preferences for possible outcomes and attitudes toward risks, which will vary considerably among

users of evidence.

These are quibbles, and one would expect these limitations of a work in progress produced by a collaboration convened across national and disciplinary boundaries

and sustained by a common view of professional responsibility. Furthermore, to cite limitations ofThe Cochrane Library begs a comparison, and there is none to make.

Use today’s library despite its gaps. Better yet, find a way to help the Cochrane Collaboration make tomorrow’s physicians and patients realize the promise of effective-

ness and efficiency in heath care.

-Albert C. Mulley, Associate Professor ofMedicine, Harvard Medical School, Boston, Massachusetts, USA
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Media Watch
Deborah Josefson, Physician and Journalist, San Francisco, CA
Debdoc.@aol.com

In late 1997, Sharon Bernstein, a 35-year-old Los Angeles Times

journalist and a new mother, was assigned the county hospital

beat. Recently pregnant, the reporter was drawn towards stories

of maternal and fetal health. So, she decided to look into obstet-

ric malpractice claims against county hospitals. What she uncov-

ered would change county hospital policy, lead to an assembly

bill, and rekindle the medical debate about the safety of lower-

ing Caesarean section (C-section) rates.

In a series of recent articles in the Los

Angeles Times , Bernstein exposed a system-

atic policy at University of Southern Cali-

fornia-Los Angeles (USC-LA) County

hospitals from the mid-1980s to 1995,

which mandated a trial of labor (TOL) prior

to C-section for all women regardless of

risk. During this time period, large increas-

es in birth complications were noted. So

many occurred that the hospitals aban-

doned their own policy in 1995 after an

internal review. In a 5-year period alone, 53

birth injury lawsuits were filed and the

county paid out $24 million to settle 49

claims of mothers and children who suffered

when doctors insisted that women attempt to

deliver vaginally. The complications in-

cluded the deaths of 2 mothers and 3 infants,

2 uterine ruptures, 10 brachial plexus injuries,

5 cases of cerebral palsy, and 15 cases of

learning disabilities deemed secondary to

anoxia during prolonged labor. Because the

hospitals were public city hospitals serving

mainly the urban poor, concern was raised

that the practice was discriminatory and

financially motivated. After all, many of the

patients were immigrants who lacked medical

insurance, and the cost of Caesarean deliv-

eries is about twice that of vaginal deliveries.

But the story is more complicated. City

hospital overcrowding was rampant during

this time, and it was impossible to run

enough operative suites for more than a few

simultaneous C-sections. This alone would

lead doctors to proceed with a trial of labor.

Additionally, although the clientele at coun-

ty hospitals was mostly poor, the trial of

labor policy held for affluent patients as

well.

Significantly, the hospitals were at the

forefront of a national movement, formed

by natural childbirth advocates, midwives,

and lobbies of health maintenance organi-

zations (HMOs) as well as the federal

government, to reduce the number of Cae-

sarean sections. In fact, the rate of vaginal

births and vaginal births after Cesarean sec-

tion (VBACS) are used as quality indicators

for many HMOs and for the accreditation

of hospitals. In any case, Bernstein’s articles

led to a re-examination and ultimately a

180 degree reversal of county hospital poli-

cies, and the passage of an assembly bill to

track obstetric complications and mal-

practice suits. Now patients at USC-LA
County hospitals who have had a prior C-

section must sign a consent for a vaginal

birth.
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Caesarean sections can be safer. John Smith/Custom Medical Stock/Science Photo Library.

In the United States, C-sections in-

creased fivefold, from 5% in the late

1960s, to 25% by the 1990s. {American

Journal of Obstetrics and Gynecology,

176:741-4). Although the etiology of the

current C-section epidemic is complex,

prime contributive factors include the

advent of fetal monitoring, fear of mal-

practice litigation, epidural anesthesia, and

physician and patient preference. Addi-

tionally, following the outmoded dictum

“Once a C-section, always a C-section,” a

self-perpetuating cycle is initiated as repeat

C-sections account for as many as 30% of

all surgical births.

In 1995, when the nationwide C-

section rate reached up to 50% at some

private hospitals and 21% nationwide, the

Department of Health and Human Ser-

vices (DHHS) announced its goal of

reducing C-sections to 15% of all births

by 2000. Los Angeles County Hospitals

had already reduced the number of C-sec-

tion births to 10% by 1989. This was

achieved largely through the policy of a

mandatory trial of labor in concert with

instrumental vaginal deliveries. Such poli-

cies were not unique to LA county, and

many private institutions sought to

decrease C-section deliveries through iden-

tical strategies as well as peer review pres-

sure. (American Journal of Obstetrics and

Gynecology, 178:1207-14).

TOL are usually stopped when fetal dis-

tress or failure to progress is diagnosed. In

busy urban hospitals such as those in Los

Angeles, delays in making these diagnoses

were possible. There are few absolute con-

traindications to a TOL, but most physi-

cians agree that a prior classical vertical

Caesarean incision, a history of uterine rup-

ture or dehiscence and persistent cephalo-

pelvic disproportion are among them. It is

unclear if any of the lawsuits against LA

county hospitals involved these absolute

contraindications.

Relative contraindications for a TOL
include two or more previous C-sections

and multiparity. Instrumental vaginal deliv-

eries also have complications, as the inci-

dence of brachial plexus injuries and

cephalohematomas are increased with for-

ceps and vacuum deliveries.

The American College of Gynecology

recommends a trial of labor for nearly all

births, and notes that most women who have

had prior transverse abdominal C-sections

can successfully deliver vaginally thereafter.

A NEJMeditorial earlier this year, however,

says that reducing the C-section rate to 1 5%
may adversely affect maternal and infant

health. It argues that there is no evidence for

this target rate, and that such an arbitrary

policy limits women’s say in their health

care. Interestingly, the same article mentions

the LA Times pieces, but concludes that

“Once a C-section,

always a C-section,” a self-

perpetuating cycle is initiated

as repeat C-sections account

for as many as 30% of all

surgical births.

most of the bad outcomes listed can’t be

attributed to a previously scarred uterus.

A new consensus against severe C-sec-

tion reductions may be emerging. Com-

menting on the DHHS goal to reduce

Caesareans, Dr. Bruce Flamm of Kaiser Per-

manente, Southern California, a national

expert on reducing surgical births through

VBACs said: “There’s no question that it

can be done. The question is can it be done

safely and should you do it? Our system has

a 24-hour in-house obstetrics-gynecology,

anesthesia and nursing team and our out-

comes are good even in the case of uterine

rupture. Whether these results can be repli-

cated nationwide and at rural and urban

hospitals is doubtful.”

Dr. Flamm added: “What I’ve found out

going to meetings is that the VBAC rate has

fallen dramatically in the past few years part-

ly as a result of the media attention from the

USC (University of Southern California-

county hospitals) experience, but also be-

cause in late 1996, a VBAC consent form

was developed by Dr. Jeff Phelan, an obste-

trician and attorney. The consent asks

women who want to undergo a VBAC to

sign a consent form warning of the risks,

including that of uterine rupture, permanent

injury and fetal brain damage. Kaiser has a

similar consent form.” And now, due to

media pressure, patients at county hospitals

also have a choice.
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New malaria vaccine shows promise
Deborah Josefson, San Francisco

An experimental malaria vaccine designed

to protect the host from each stage of the

parasites life cycle has shown promise in

animal trials ( Proceedings of the National

Academy ofSciences 1999; 96:161520).

Researchers from the US Centers for

Disease Control and Prevention in Atlanta,

Georgia, have created a recombinant, multi-

valent vaccine against Plasmodiumfalciparum,

the deadliest malaria parasite. This vaccine

differs from previous vaccines because it

contains multiple antigens and targets the

parasite at several stages in its life cycle.

Malaria infects about 400 million people

a year and kills 3 million annually. About

one third of the world’s population is at risk

of infection. Although public health

measures and antimalaria drugs such as

choloroquine have been somewhat successful

in containing the parasite, chemoresistant

strains have emerged in recent years. The

development of an effective malaria vac-

cine has become an international health

priority.

Construction of a successful vaccine has

been hampered by the complexity of the

parasite’s life cycle. In addition to both the

mosquito vector and vertebrate phases, the

parasite undergoes multiple incarnations

within its host. For instance, it has an asexual

sporozoite phase in which it freely circulates

within the bloodstream, a gametocytic phase

within red blood cells, a schizont phase, and

a merozoite phase within hepatocytes. The

parasite’s identity changes through each of

these stages including changes in surface

antigens and this presents a challenge to

vaccine development.

Additionally, the parasite cloaks itself

in different proteins during the erythrocytic

and hepatocvtic phases, and these mem-
brane proteins also undergo phenotypic

variation. Therefore a vaccine directed

against a single epitope or which targets

only one phase of the parasite’s life cycle

may not be sufficient to induce protective

antibodies.

The centers scientists, led by Altaf Lai,

took advantage of the parasite s complicated

life stages by constructing a vaccine which

combined segments of 21 different Pfalici-

parum peptides into a single recombinant

protein. The peptides were selected because

r

\

each of them had been shown to be

immunogenic in previous vaccine trials.

Different parts of the hosts immune

system B cells, helper T cells, and cytotoxic

T cells were activated by the peptides.

The vaccine was injected into rabbits.

Laboratory tests showed that the vaccine

was successful in inducing antibodies to var-

ious stages of Pfalciparums life cycle, inhib-

ited its growth and replication in red cells,

and prevented the parasite from entering

liver cells.

The scientists plan to test the vaccine on

nonhuman primates before proceeding to

human trials. Commenting on the study,

Dr Anthony Fauci, director the National

Institute of Allergy and Infectious Disease

said: "Although these results are preliminary

and the candidate vaccine has yet to be test-

ed in people, its effectiveness in laboratory

tests makes it an interesting candidate for

further study.”

Epidural analgesia must be paid for in cash in advance
James Ciment, New York

Responding to reports that certain hospitals

are requiring patients with Medicaid under-

going childbirth to pay for epidural analge-

sia in cash and in advance, the director of

the Center for Medicaid and State Opera-

tions, an agency within the US Department

of Health and Human Services, issued a letter

to state Medicaid directors across the coun-

try reminding them of their responsibilities

and demanding that action be taken.

Last year, more than 1 out of3 childbirths

in the country were paid for by Medicaid.

In epidural analgesia, local anesthetics are

delivered in to the epidural space for pain

relief in labor. In her letter of January 27,

director Sally Richardson wrote, “Treatment

ofa Medicaid patient in this manner is not just

a concern, it is alarming A hospital which

accepts a Medicaid patient for treatment accepts

the responsibility for making sure that the pa-

tient receives all medically necessary services.”

The incidents that sparked the warning

letter occurred in New York, although the

national Medicaid office acknowledged that

they have heard similar stories from California

as well. One case cited in the letter concerned

a woman in New York City whose obstetri-

cian had ordered the epidural analgesia in

advance. But while in labor, the woman was

refused the service because she had not pre-

paid in cash, despite the fact that she offered

a check, a Western Union money telegram,,

and a credit card to pay for the analgesia.

Mary Kahn, a spokeswoman for Medicaid,

said that these incidents hint at a much larg-

er problem. “It worries us that this is going

on all over the place, but that the patients are

not reporting it. And if they are not reporting

it, we don’t know it is happening.” Referring

to the Medicaid patients generally, she added:

“We hope that these stories will stir up people

to let us know.”
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FDA proposes testing animal feed antibiotics News in brief
James Ciment, New York

The problem of antibiotic-resistant bacter-

ial strains in the American food supply has

once again come under scrutiny from the

Food and Drug Administration. In the

past few weeks, the agency has proposed a

plan to test and report on the quantity and

human health implications of antibiotics

routinely added to animal feed.

Opponents of feed antibiotics say that

their use increases the likelihood of the

development of pathogens resistant to

antibiotics. In early March, a coalition of

41 health and consumer groups requested

that the FDA ban the routine use of

antibiotics in feed if those same drugs were

used for humans. A similar ban has been in

effect in the European Union since last

Service Employees International Union,

the largest healthcare union in the United

States, has pledged $1 million in its drive

to recruit salaried doctors, about halfof the

600,000 practicing doctors in the United

States. About 35,000 doctors (6%) are

already unionized.

The union plans to focus on the states

of California, Florida, and Washington,

as well as the District of Columbia,

where doctors’ unions are relatively

strong. Doctors began to join unions in

the 1970s, motivated by a revolution in

health care.

The rush to join unions came because

“American health care is in a state of

hyperturbulence characterized by accumu-

lated waves of change in payment systems,

delivery systems, technology, professional

relationships, and societal expectations,”

according to Professor Grace Budrys, the

author of When Doctors Join Unions, (Cor-

nell University Press, 1997, p.2).

“I can see the time coming when we’re

not simply independent business own-

ers... but just workers,” said Dr Lawrence

year, imposed in the wake of the outbreak

of “mad cow” disease in Britain.

Both the request for the ban and the

FDA proposal come in the wake of an arti-

cle published last year in the New England

Journal ofMedicine, which noted the emer-

gence of a superstrain of food borne sal-

monella resistant to most drug treatments

(1998; 338).

Virtually unknown a decade ago, this

multidrug resistance threatens the recovery

of millions of people struck by the disease

annually. It is estimated that farmers mix

up to 7.3m kg of antibiotics into the feed

and water of chickens, pigs, and cattle

annually, accounting for nearly one third

of all antibiotics used in the country.

Koning, an obstetrician and gynecologist

who is a member of the Union of Ameri-

can Physicians and Dentists in Oakland,

California.

“Doctors are being fired, they’re being

cut back, they’re being told what to do

or how much to make. ..We have no

power.”

The American Medical Association

(AMA), while strongly in favor of doctors

engaging in collective bargaining with

employers such as health maintenance

organizations and managed care compa-

nies is against doctors joining unions. The

AMA sees a conflict of interest between a

doctor’s professional identity and trade

unions’ use of strikes as the ultimate

weapon.

Doctors belonging to a union would be

expected not to cross picket lines, for

example, if other union members such as

nurses went on strike. This would result in

a clear ethical dilemma for doctors.

Federal law also bars doctors from

joining unions because they are viewed

primarily as independent contractors

Physicians worry about reporting domestic

violence cases to police

The majority of California physicians worry

that patient confidentiality could be destroyed

by mandatory reporting of domestic violence

to police, says a study in the American journal

of Public Health last month. The study, from

UCSF, randomly surveyed 508 Californian

physicians, from emergency medicine, family

medicine, internal medicine and obstetrics/

gynecology. Nearly 60% said they might not com-

ply with the law if a patient objected. Most also

believed that reporting could lead to worse

domestic violence. California, along with New

Mexico, Colorado, Kentucky, New Hampshire and

Rhode Island, has specific laws requiring physi-

cians to contact police with suspicion of partner

violence. “The findings support the concern that

this law violates basic tenets of medical ethics

and may create barriers to health care for vic-

tims,” warns study director Michael Rodriguez,

assistant professor of family and community

medicine at UCSF.

Routine vaccination against Hepatitis A

recommended by CDC
Routine vaccination against Hepatitis A for some

US children has been recommended by the

Centers for Disease Control. In 14 states where

rates of infection are higher than 20 per 100,000

persons, the CDC advises that vaccination, which

costs about $50 a child, is cost effective. About

60 000 children under the age of 15 years get

the disease each year. So far, New Mexico

has responded to the CDC saying that it will con-

tinue its policy of vaccinating in “hot spots”

only.

Futile care policies should be backed by fair

prOCeSS SayS AMA see also p.287

When patients or their loved ones disagree with

physicians over how much further care the

patient should be given, the health care institu-

tion should have processes in place to resolve

disputes. The AMA’s Council on Ethical and judi-

cial Affairs recommends prior discussion between

patients, relatives, and physicians over what

care would be considered futile and joint deci-

sion making using outcome data. In nonresolv-

able cases, the ethics committee should get

involved. If agreement still cannot be reached,

alternative care within the institution, or in

another hospital, should be arranged. If this is

not possible, the futile treatment should stop,

says the Council.

American trade union aims to recruit more doctors
Fred Charatan, Florida
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in private practice. Under antitrust laws,

doctors cannot join together to set terms

of remuneration.

“The balance of power in the market-

place has tilted so far toward insurers and

their shareholders and away from the inter-

ests of our patients, that it has placed our

patients and their physicians in a very dan-

gerous position,” said Dr Randolph Smoak,

the chairman of the AMA board of trustees.

The AMA supports a bill, the Health

Care Coalition Act, to be introduced in

Congress by California representative

Tom Campbell, which would grant

collective bargaining rights to healthcare

professionals negotiating terms of em-

ployment with health maintenance orga-

nizations.

Fat people offended by West Coast gym advertisements
Scott Gottlieb, New York

A new billboard for a 24-hour fitness center

in San Francisco that depicts aliens and

reads, “When they come, they’ll eat the fat

ones first,” is creating a stir over what is

acceptable advertising, and what sensitivity

is owed to those who are fat.

The month-old billboard has infuriated a

group ofself-described fat activists, who came

out recently to protest the ad and the antifat

ethos they say is prevalent in many gyms.

“I find the ad very offensive,” said Francis

White, director of the National Association

to Advance Fat Acceptance. “The billboard

never would have seen the light of day if any

other group in this society was targeted. Fat

people are the last safe prejudice,” she said.

People of weight responded with equal-

ly humorous protests. They conducted an

aerobics class in front of the health-club

chain’s outlets and waved signs reading

“Eat Me,” “I’m Yummy,” and “Bite My Fat

Alien Butt.”

much, because gyms are pretty intimidating

places,” Wann said.

Despite the protests from fat activists, the

health club said it has no plans to change its

advertisement.

“As we know, obesity is one of the

leading causes of health care costs in our

society. It’s no laughing matter at all," said

Craig Pepin-Donat, northwest division

president of 24 Hour Fitness, the chain of

284 gyms based in San Diego County that

ran the ad. The company said there was

no intention to offend anyone with its

current ad.

“This country is the fattest nation in the

world today,” said Mark Mastrov, chiefexec-

utive officer of 24 Hour Fitness. “The reali-

ty is that most people in this country are

overweight and they need to get into an

exercise program,” he said.

“I think fat people should lighten up,”

said Jerry Della Femina, a New York

“Despite the protests from fat activists, the health club said it

has no plans to change its advertisements.”

“It’s a serious issue,” said Marilyn Wann,

author of the book Fat? So, who organized

the protests of the billboard advertisement.

“I encourage people of all sizes to exercise.

But I think this ad isn’t helping much, and

the whole fitness industry isn't really helping

advertising executive who describes him-

self as “fat.” “There is nothing wrong with

that billboard, but I like the fact that peo-j

pie are now marching. It is good exercise.!

There’s nothing to the poster. It’s funny,”

y

he said.

Ectopic pregnancies can be more common after in vitro fertilization Women who have tubal problems have an increased risk of ectopic

pregnancies. Unfortunately that risk persists if they have in vitro fertilization (Fertility and Sterility 1999; 71:282-6) according to a study of

over 700 women. The study found that myomectomy may also be a risk factor for ectopic pregnancy.
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Speaker’s Corner
A memorable incident: when a shovel

should be an agricultural implement CSSSXEd
I was a visiting professor of anesthesiology in

a hospital outside the United Kingdom

when I was asked to see an emergency

admission with a severe hematemesis. The

patient was elderly, wasted, disoriented, some-

what dehydrated, hypotensive, and tachy-

cardic. He had a chronic gastric ulcer. He

had been an inmate of the local mental hos-

pital for the previous 20 years. He was a

Jehovah’s Witness. His medical superinten-

dent had left the decision about blood trans-

fusion to his wife, who was on her way in.

The surgeon would accept my decision

about whether to operate.

I was incensed. Such hypocrisy, such

cant, a shovel was a shovel and not an agri-

cultural implement. “You mean if he dies,”

I snapped.

I saw the wife wince and her hand

stretch out towards the pastor, who held it

gently. Then she said slowly, “He was a

good man doctor, before he became ill. You

will do your best, please, won’t you. But no

blood. To him, it would not be right.” After

that I had no choice.

The surgeon agreed to do the minimum,

just undersew the bleeding ulcer and stop

the bleeding. I would keep the patient alive.

“Doctor, you do not understand. We mean, if he should go

to sleep, that is cross over, pass away.”

I telephoned the chief administrator. He

would not give permission but would con-

sult the minister of health (it was that sort

of country) as the state was legally responsi-

ble for the patient’s welfare. Within 1 0 min-

utes (it really was that sort of country), the

reply came. The doctors should sort it out

with the patient’s wife.

We met the wife in the boardroom. An
elderly, shy woman, she was accompanied

by a younger Pickwickian man, her pastor.

Harshly I explained that without the opera-

tion the husband would die; with the oper-

ation but without blood there was just an

outside chance of survival. If blood was

available there was a very good chance that

he would survive. The reply stunned me.

“II he should go to sleep,” said the pas-

tor. I interrupted, “Of course he will go to

sleep. That is why I am here.” Again the

statement, “If he should go to sleep, if God
wills that he goes to sleep.”

I interrupted rather angrily: “Yes, he will

go to sleep. I will make sure of that, that is

up to me, not God.” Another interruption:

“Doctor, you do not understand. We mean,

if he should go to sleep, that is cross over,

pass away.”

The surgeon kept to his word. The ulcer

was easily located and swiftly undersewn.

I juggled with plasma expanders and salt

solutions to correct the patient’s blood vol-

ume and dehydration, to keep him pain free

and relaxed. But his blood pressure stayed

ominously low.

The peritoneum was closed, and I

breathed a sigh of relief mixed with pride at

my achievement. Then came a soft cry from

the surgeon. A subcutaneous stitch had hit a

vein somewhere. By the time it was located,

30 ml ofblood were lost. The patient’s blood

pressure fell irrecoverably and he died.

What did I learn? Humility was one lesson.

I might know it all, but I was not God. Bully-

ing people to accept my beliefs was wrong,

especially when they obviously knew they

were further endangering the life ofsomeone

they loved dearly. Their own moral dilemma

was a hard enough burden. The remaining

lesson? Euphemisms do have a place in pro-

viding comfort to the distressed. But 25 years

later I still wonder if I was right clinically.

P) Tomlin, MD
RetiredAnesthetist,

Rodnar House, The Headland

Downton, Wiltshire SP5 3HJ, UK
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Letter from the Northwest

From academia to private medicine: where did the profession go?
John Roberts, From the Madrona Medical Group, Northwest Campus, Bellingham, WA 98225: jcroberts@hinet.org

“I didn’t come here to take care ofpatients, and

I’ll leave if I have to,” said one doctor after a-

nother. We members of the Department of

Medicine atJohns Hopkins University had been

summoned by the chairman. Academic cen-

ters were being viewed suspiciously by man-

aged care organizations. We were seen as pits

of wasteful care and bastions of unnecessary

tenure. The chairman announced that patient

care must be remmed primarily to senior doctors,

and trainees should once again become trainees.

The faculty’s response, nearly unani-

mous, was the signal that academia was not

where I belonged. Like most physicians I

entered medicine to help the infirm. By the

time I finished training, I felt I owed those

coming behind me. So I took up teaching.

But teaching is not the foundation of

medical schools. Research is. Teaching is

seen by many researchers as incarceration on

teaching wards for a couple of months each

year. And if teaching is incarceration, then

direct patient contact is akin to isolation.

Even William Osier, medicine’s deity, is said

to have fled to England when he was forced

to see more than half a dozen patients a day.

Is it any wonder that fewer than half of

medical school faculty members are role

models for doctors in training?
1

The doctors

who abhor patient care and only reluctantly

share their clinical wisdom with residents are

poor models. Further, as a young teacher, I

found myself wanting for wisdom to pro-

vide; I had never practiced medicine outside

the walls of academia. I was once a journalist.

In those days, journalism schools rarely hired

a faculty member who had fewer than 10

years ofactual journalism experience. (Sad to

say, that practice has also given way to a pro-

fessional academician, the journalism pro-

fessor who has never worked as a journalist.)

As a member of the medical academic elite,

I had time to read the four major weekly jour-

nals and more, attend at least two hour-long

committee meetings each week, and see

patients during my regular clinical hours

—

four days a week.

So I left. I went from the tower to the

trenches, to private practice. Today, I see 80

patients a week, rather than eight. I only occa-

sionally spend my time on hospital services

because my patients generally live outside a

hospital. When the call comes at 3AM, no res-

ident answers the phone—I do. My teaching

is provided solely to patients, not to students

or residents.

Today I practice skills never taught in my
training. The internal medicine i learned is a

minority ofmy practice. Depression, derma-

tology, orthopedics, angry patients, addicted

patients, somatizing patients and business

skills—only a few are part of the traditional

medical curriculum.

Today I rarely attend committee meetings.

Each hour at the table is an hour that deprives

patients of their doctor, and me ofan income.

Today, I struggle to read even one jour-

nal a week, usually as I fall off to sleep. I

understand why Medical Economics is the

most read “journal” among US doctors. My
academic interests were on getting research

into practice. This seems irrelevant nowa-

days. It is not clinical research that drives

much of my behavior, but the contractual

arrangements that put me at financial risk

with each patient encounter. A British aca-

demic general practitioner once said to me,

“The only thing that will change a doctor’s

practice is money.” I cannot argue.

The ethics of academics disquieted

me—spending research grant money on

committee meetings, forcing residents to

do absurd hours for a pittance. But my
ethics in private practice also seem inglori-

ous—so much is driven by dollars. For

example, if diabetes education does not pay

my group practice, then it won’t get done,

even if it is the right thing to do for newly

diagnosed diabetics. If a referral to a consul-

tant is going to cost me money, I hesitate to

offer it. In our group we judge our perfor-

mance by money saved. I have seen no evi-

dence that such measures are markers for

clinical quality.

The studies in the New EnglandJournal

ofMedicine earl ier this year that show teach-

ing hospitals have better outcomes for some

common conditions should come as no sur-

prise.
2

' 3 The accompanying editorial said

that more eyes on a patient made for more

careful decision making.4 What isn’t talked

about is money. In private medicine, if I

cannot make money, I am less likely to pur-

sue that clinical course. On the positive side

I know our patients more intimately, so I

hope this mitigates my greed.

We doctors claim to be a profession. But

in neither academic nor private medicine,

do I see the evidence. The disregard of

teaching and of patient care in institutions

said to be devoted to these ideals is the lie of

academics. The overpowering greed for

money in private medicine shames me too

much to call myself a professional.

Still, both academic and private medicine

are filled with enough wonderful aspects that,

if shared between them, would place physi-

cians back in the noble place we feel we be-

long. Private medicine needs the constant

questioning of every decision—the hallmark

ofthe teaching institution. Academic medicine

needs to learn the skills of everyday practice to

teach young doctors. And academics could i®

learn from the rich relationships that keep

private physicians coming to work each day.

Sadly, such sharing is unlikely to happer

soon. The barriers, both political and per

sonal, are too great. We might all do well tc

ask ourselves if we are too comfortable tc

make the sacrifices needed to transforrr

medicine back into a noble profession.

in

'01

tai
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Panning for gold. Courtesy of Wells Fargo Historical Services, San Francisco, CA 94163

BOOK REVIEW

The New Encyclopedia

ofthe American West
;
by Howard R. Lamar, Yale University Press, 1 998, $60.00

A case cannot be made for this handsome

I volume enhancing physicians’ skills or under-

standing. It has no entry for medicine,

despite western medical service, policy, or

research, and it ignores the Oregon Health

Plan—the first example of a peacetime gov-

ernment explicitly rationing health care.

There is meager mention of the one fatality

in Lewis and Clarks expedition—a member

who died a few weeks out at Council Bluffs,

Iowa, probably from a ruptured appendix.

The book neglects mentioning that Lewis

and Clark used medical services to help

negotiate peaceful passage across the many

domains of Native Americans. The squaws

brought their children along for medical

treatment, and the warriors were happy to

i let the benefactors pass without harm. There

is no detail of the time Clark spent with Dr

Benjamin Rush in Philadelphia, learning

about medicine. Rush gave Clark powerful

emetics to carry along, and the men would

joke about “Rush’s bullets.” So why would

» any physician wish to buy this historical

encyclopedia, as I did, prior to being asked

* to review it? My interest chiefly lay in learn-

ing about the “winning of the West,” that

[

latter day crusade pursued with the zeal of

the 1 1th century quest ofJerusalem.

Most readers will buy the 1 ,324 pages of

alphabetically ordered passages to further

their childhood imagination. The magic of

the Wild West is made real in the universal

childhood game of cowboys and Indians, a

necessary part of growing up to become a

red-blooded American.

Perhaps it is asking too much of an ency-

clopedia to convey, among the parade offacts,

the passion involved in the winning of the

West. Some passion is there, but scattered

among the references. Fenimore Cooper’s

Natty Bumppo of the early forest gives way

to Mike Fink of the Mississippi, then to

Deadwood Dick and Calamity Jane of dime

novels fame. Then comes Wild Bill Cody

with his Indian sidekicks’ traveling road

show, who evolves into Tom Mix and Hoot

Gibson and then into John Wayne, the Zeus

of Hollywood.

Perhaps too, it needs more than a brief

reference in the “Environmental History of

the West,” for insight into the present western

environmental guerrilla war. The clear-cut

wilderness between the Pacific Ocean and

Northwest Cascade, euphemistically called

“shelter wood cut” by the Forest Service, is

referred to in the encyclopedia as forest.

This is far from factual when only five per-

cent of the original forest remains intact.

There’s a similar problem with the “Fish-

eries” section, in which little mention is made

of the plight of exploited salmon. The ency-

clopedia states, “Because all sides rejected the

idea of limited participation, a central fea-

ture oi fishing regulation in the West has

been inefficiency.” Nothing is mentioned ol

the fish fights of the 1 880s when gill netters

and trap fishermen ambushed each other

while also fighting the canneries—forcing

the governor to call out the National Guard.

Under “Reclamation and Irrigation,”

mention is made of the Bureau of Reclama-

tion becoming the target of the “new con-

servationists,” but the fierce battles going on

between industry and agriculture and con-

cerned citizens over deconstructing the West’s

mighty dams are not detailed.

The change in America’s attitude from

believing in unlimited resources to realizing

people must work together to preserve the

environment appears as scholarly notes

rather than the next stage in the crusade to

save the West. It’s like reading an encyclope-

dia of Western Europe that fails to mention

World War II.

The references reveal more omissions than

errors. C.S. Price, the recognized Western

artist, is referenced, yet John Reed, his con-

temporary Portlander, a world recognized

journalist, draws a blank. The material on

the lost state of Franklin is excellent but

where is the proposed state ofJefferson, that

unborn political ambition of the northern

tier of California and the southern tier of

Oregon counties, which for so long has

tempted them to break away and form an

“authentic” Western state?

If you are uninterested in a message but

happy in a series ofgood reads, settle down to

this book. The full and accurate account of

the fur trade, with its rapscallion murderers

out to kill each other, most Native Ameri-

cans, and all the beavers in the West is, alone,

worth the price. Lamar’s account of the vast

pageant of questing voyagers—men, women
and children—must hold your interest, while

haunting readers with the unspoken question

ofwhy people remain intent on destroying so

much ofwhat we have been blessed with.

Ralph Crawshaw

Clinical Professor ofPsychiatry,

Clinical Professor ofPublic and Environmental Health,

Oregon Health Services University,

Portland, OR 97210;

RCKOS@imagina.com
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POETS AND HEALERS FIRE SHADOWS

Janice Willms Gwen Head

3843 Center Avenue, 72 Eucalyptus Road, Berkeley, CA 94705

Santa Barbara CA 93110

When they ask me, as of late they

frequently do, how I have for so

many years continued an equal

interest in medicine and the poem,

I reply that they amount for me to

nearly the same thing.

William Carlos Williams from Autobiography

When contemplating the value of the poem

to the healer, one only has to recall the num-

ber of physicians who take up the pen. Why
does this happen? What is it about putting

in words the joy and the sorrow, the sense of

power juxtaposed against feelings of help-

lessness, the failures and successes that make up

the profession’s daily menu? Ifyou are a poet,

closeted or published, you know the answer.

Not only doctors and nurses write

poems about their work and their patients,

but patients write poems about their illnesses

and their caregivers. The patient’s muse may

be a different one than he or she who guides

the physician-poet, but the healing force is

similar.

A case could be made for every member

of our profession giving consideration to

the voices of both colleagues and patients to

more clearly appreciate what we are about.

One need not write poetry to be able

to read it, and to thereby learn more about

the human condition. “Poetry!” you retort.

“Whatever has poetry to do with me? To

begin with, I find it unaccessible, I do not

understand it, it seems trivial.” In a poem

called Poetry, Marianne Moore recognizes

and addresses these concerns, “I, too, dislike

it: there are things that are important

beyond all this fiddle./ Reading it, how-

ever, with a perfect contempt for it, one

discovers in/ it, after all, a place for the gen-

uine.” And the “genuine,” the rawness of

human experience, may become the window

through which we can understand ourselves

and our fellows.

Disorder and Early Sorrow

Help me. Dr. Joyce Brothers.

What would you do

with one kid, twenty, male, outdoors lamenting,

worst among many woes, his dilatory

and probably irremediable virginity?

And indoors, another, female, fifteen, dead

still for two hours behind a locked bathroom door

—

not a whimper, retch, or Bush?

Outdoors, the vagabond son of an old friend,

is not really outdoors. His habitat is a hermitage

on wheels, a much-recycled

Volkswagen camper craggy with spare batteries,

fuses, Pennzoil, Pop Tarts,

its ornamental foliage four weeks’ worth

of unwashed laundry.

His wanderjahr is gilt-edged, his depression

soothed by a single plastic, multi-purpose

tool. Issued by AmEx to his trust,

it's less confusing than a forty-two

piece wrench set,

or a woman.

Indoors, again entreated, soundlessly

slides dead-bolt back, and manifests herself

hunched, mussy, tear-slimed, shuddering

between the bathtub’s claws.

She’s downed

the shower-curtain rod, spewed hoarded ribbons,

earrings, barrettes, eyeliner, hosed the whole

mess down with shampoo and peroxide

—

even the fallen shower curtain, knotted

with pantyhose, even the tattered

copies of Vogue.

What / could do, Dr. Joyce, wasn’t much. Outdoors,

ravenous with grief, requested a ham

sandwich. No, make that two,

with lettuce, tomato, mayo.

Indoors preferred to order off the menu:

one soap opera, madhouse, gun.
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Ballade: Self and Not-Self POETS AND HEALERS cont’d

These things start early. Each time you came in

to vour own room after absence, you would seek

out favorite books, toys, animals; first check

each idiosyncrasy of fur, wheel, spine,

then gather and marshall them all. A stout front line

might not hold fast. No, each must be one spoke

in a stilled circumference that would not break,

whatever the steep velocity of time.

These are my things, the things that make me mine.

Christmas, fifteen years later. Welcomed back,

vou practiced aversion, shut doors and lowered blinds.

Regurgitated grass, fur, bone bits, rug twine

—

the hall was your hairball. Bilious, you brooked

no taste of others, but upchucked my alarm clock,

your father’s sock, an old friend’s Valentine,

like a prissy old cat—you whom I thought my kitten!

—

to feast on dead dolls, eyes blank, limbs stained, manes hacked.

These are my things, the things that make me mine.

Where you’ve sent yourself now, the staff had never seen

or toted so much identity. Swiftly locked

down, you relaxed.

Next day I scrabbled through seawrack

in your fetid basement: spavined slingbacks, magazines,

dirty clothes, journals, music-boxes, knick nacks,

mirrors, earrings, sewing kits unraveling. .

.

And shopping-bagged stashes of Lithium, Depakote, Navane.

And your baby powder spilled, dispersed like smoke.

These were my things, the things that made me mine.

Poetry—the creation or the reading of

poetry—is one form of healing. Robert

Coles gave early impetus to the idea of sto-

ries as a means of better understanding one’s

patients in his treatise The Call of Stories'

Using works of fiction and poetry, Coles

shows we can learn about others through

the power of storytelling—not just the his-

tory of the present illness as we traditional-

ly structure it—but the life story that

underlies the meaning of illness to the

patient. Howard Brody expands upon this

when he discusses the importance of the life

story to the sufferer’s perception of his or

her change in position brought on by an ill-

ness that alters expectations .

2
The “stories”

referred to by Coles and Brady may be in

the form of oral histories, prose accounts,

and poetic expressions of fears and hopes.

Not only do these life stories help patients

formulate their own positions, but they are

of great help to professionals who are trying

to deal with the wide variation in patient

responses to pain, unhappy diagnoses,

frightening treatments, and uncertain out-

comes.

Examples of patient perceptions, often

not expressed in ordinary patient-doctor

dialogue but appearing in the poetic

images conjured by the sufferer, may solve

a multitude of mysteries. A review of

poems, for example, of women having

treatment for breast cancer, provides

insight into such “problems” as resistance

to certain forms of therapy, and fears the

doctor may never have considered, and

may lead to helpful changes in manage-

ment strategies.

We pride ourselves in our listening skills.

But listening must go beyond the facts of

the symptoms and pass into learning what

these details mean to the patient. This

heightened awareness can be helped by

reading the poetry of those who have

become “victims” of illness.

But patients are not the only ones who
heal by means of poetry. Ours is a “sicken-

ing” profession at times. If we are at all in

touch with our humanity, we must feel our

own sickness of heart and soul as we deal

with the suffering of others. Williams sees

no difference between medicine and poetry.
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POETS AND HEALERS cont’d These poems are from Gwen Head’s fourth collection

In his eyes they are variations on the same

theme: to be human is to suffer, and suffer-

ing requires description. Unlike most ol us,

Williams and his poetically gifted colleagues

are able to write well enough to both heal

the writer and provide assurance to the

reader. We do not all have the gift of poet-

ry, but we can all read. And by engaging

ourselves with these expressions ofour com-

mon agonies and joys, we can affirm our

humanity.

The poems of our colleagues can reas-

sure us that we are not alone. There is no

doubt, sense of guilt, or inadequacy that

others of us have not felt. As a group, we

don’t comfortably share these feelings,

which expose our Achilles’ tendons, our

failings. Even if we cannot speak aloud to

one another, we can commune through

poetry. For example, how easy is it to admit

that we don’t always like our patients? Dan-

nie Abse takes this burden on his own

shoulders in his short poem, The Doctor. He
admits his guilt and allows us to share it .

3
In

addition to his poems about the pain of fail-

ure, John Stone writes of the power, the

glory, and the sacred covenant assumed

upon becoming a physician in Gaudeamus

Igitw

\

With him we can celebrate the priv-

ilege of being doctors. Others have written

of the meaning to them of losing a favored

patient or a family member for whom they

have cared, or the ambivalence of “pulling

the plug.” We have all been there. Isn’t it

comforting to know that others have been

also, and only differ from us in their ability

to create the words to express what we feel.

If you haven’t yet, healer, try poetry.

To discover its gifts and its value to us

as professionals is a wonderment worth

experiencing.

1. Coles R. The Call ofStories. Boston: Houghton Mifflin,

1989.

2. Brody H. Stories ofSickness. New Haven: Yale UP,

1987.

3. Abse, D. Poemsfrom the Medical World. Lancaster:
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of poetry, Fire Shadows, which will be published by the

Louisiana State University Press. Her other books are

Special Effects, The Ten Thousandth Night, and

Frequencies: A Gamut ofPoems. Head’s poems, fiction,

and essays have appeared in The American Poetry

Review, The Yale Review, American Voice, The Southern

Review, and Ballet Review, among many other

publications. She has taught at the Iowa Writers

Workshop and the University of California, Davis, as well

as many writers conferences. Of these, her favorite is th(

Writers at Work Conference in Park City, Utah, where she

met her husband, biographer Bernard Taper. Head’s

honors include a 1995 Literature Fellowship from the

National Endowment for the Arts that supported the

completion of Fire Shadows.
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30 words ($45). A word is defined as one or more letters bounded by

spaces. Bold type face is available at no extra charge. Confidential box

numbers are available for an extra $10 per insertion. Classified adver-

tisement are payable in advance by check, AMEX, VISA or MasterCard.

Classified Display Advertising

To place your ad, contact:

Ruth Staunton,

WJM Western Journal ofMedicine,

221 Main Streec, I’O Box 7690,

San Francisco, CA 94120-7690,

Tel 4 15-974- 1071, Fax 415-882-3379

rstaunron@bmjgroup.com

The classified display rate is $70 per vertical inch. Maximum sizes: 1 column by 5 inches or 2 columns by 2

inches (2 7s inches per column). Larger classified ad space available on request. Please supply camera-

ready artwork if logos or other art are included in the ad. Copy for classified advertisements should be

received no later than the first of the month preceding issue. All copy must be typed or printed, we prefer

to receive copy electronically as e-mail or on a disk.

MEETINGS/CONFERENCES

The ACC/SCA&I Board Review Program: Inter-

ventional Cardiology, October 14-17, 1999, the

Westin Peachtree Plaza, Atlanta, Georgia. Spon-

sored by the American College of Cardiology, and

the Society for Cardiac Angiography and Interven-

tions. Program Directors: GeorgeW Vetrovec, MD,

FACC, FSCAI, and Morton J Kern, MD, FACC,

FSCAI; 21 category 1 credit hours. Information:

800-253-4636, ext. 695, fax 301-897-9745.

WESTERN STATES OPENINGS

Many multispecialty groups and hospitals have

asked us to recruit for over 1 00 positions of various

specialties. Both permanent and locum tenens.

Send CV to:

Western States Physician Services

7510 No. Trellis Circle, Fresno, CA 93720

Call 800-873-0786, fax 800-705-7943

e-mail weserve@lightspeed.net

ENJOY A +
SEASIDE VACATION
IN SAN DIEGO! *

San Diego Academy of Family Physicians' ^
43rd Annual Postgraduate Symposium

"Family Medicine Update: 1999"

Hotel Del Coronado • Coronado, California

July 9-11, 1999

This SDAFP Symposium features a variety of educational

lectures and specialty workshops. This program has been

accredited by the AAFP for 19 Category 1 CME credit hours.

The SDAFP is an approved provider for this program by the

AOA, AAPA, and Boards' of Pharmacy and Registered

Nursing.

Many entertaining social activities have been planned for

the whole family, so don't miss this opportunity to combine

top quality continuing medical education with a fun family

vacation.

To receive a detailed brochure, call, fax or write to:

SAN DIEGO ACADEMY OF FAMILY PHYSICIANS
P.O. Box 5996, Chula Vista, California 91912

(61 9) 422-1 1 86 FAX (61 9) 476-1 536

PHYSICIANS WANTED

California Coastal Community: Mid size multi-

specialty group has opening for BC-BE Internal

Medicine and Family Practitioners. Ventura is

located 65 miles north of Los Angeles, has excel-

lent schools, sunny beaches, friendly atmos-

phere, and a wide range of cultural/recreational

activities. Attractive compensation and benefit

package. Contact: Physician Recruitment; Bue-

naventura Medical Group, 2705 Loma Vista

Rd., Ventura, CA 93003; 805-652-5240 or fax

CV to 805-652 5299.

California, Northern: Internist needed for 70+

physician group affiliated with Catholic Health-

care West. Hospital and office based practice (50/50)

with shared call, competitive income and com-

prehensive benefits. Contact: Danise Cooper;

800-765-3055, ID#: 6400WE, fax 314-726-

3009, e-mail dcooper@cejka.com. Visit our web-

site at www.cejka.com.

Salem/Willamette Valley-Salem Clinic, PC:

a 40-physician multi-specialty group located in

Salem, Oregon, is currently recruiting a full-time

Internal Medicine physician. The position con-

sists of a 4 V2-day workweek. Salem Clinic offers a

comprehensive benefit package and competitive

income guarantee with opportunity for rapid

incorporation into production formula. 1:7 call,

single hospital town. If interested, please forward,

fax or e-mail a copy of your CV. Contact: Sherry

Krog, Salem Clinic, PC, 2020 Capitol St. NE,

Salem, OR; 503-399-2470, fax 503-375-7429,

e-mail gunderBL@aol.com.

California-Monterey Bay: Full/Part-time posi-

tions. 12 clinic urgent care system seeking BC/BE,

EM/FP physicians. Work 2-3 days/week with 4-5

days off! Benefits include competitive compensa-

tion, malpractice insurance paid, 401k & health

insurance. Practice in California’s most beautiful

coastal recreational area. Contact: Donaldo M
Hernandez, MD at 831-622-8400; Send CV to

Medical Director, Doctors on Duty, 100 Clock

Tower PL, #220, Carmel, CA 93923; fax 831-

622-840 1 , or e-mail mmcmilla@doaorsonduty.com.

IM/FP, BC/BE, Post Falls, ID: Rapidly growing

Primary Care praaice. Possible part-time. Hospital

privileges required. Salary 3-6 mos, then produc-

tion. Need WA&ID licenses. Contact: Michael

Carraher MD, 208-773-0721.

Northern California Wine Country: Mendo-

cino Community Health Clinic seeks caring,

motivated individual for work in clinic and hospi-

tal, including ICU. NO OB. Pure air, gorgeous

country, 40 minutes to coast, 2 hours to SF. No
managed care. Superb compensation. No J 1

posi-

tions available. Contact: Carole Watkins, Director

of Human Resources; fax resume, 707-468-0174.
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Continuing Medical Education
ARIZONA • CALIFORNIA, HAWAII, NEVADA • COLORADO • IDAHO • NEW MEXICO • UTAH • WASHINGTON • WYOMING

ARIZONA

All courses listed have been certified as meeting the criteria for Category I of the ArMA CME Certificate and the AMA Physicians Recognition

Award. To list Category I CME programs, please send information to Arizona Medical Association, 810 West Bethany Home Road, Phoenix,

AZ 85013; or phone 602-21(6-8901.

Brochures and registration forms are available from the contact person or organization sponsoring the program.

OCTOBER 29-31, 1999: Neurology for the Non-Neurologist. The Phoenician, Scottsdale, AZ. CME 1 1 hrs

Category I. Contact: Linda Main, Meetings Coordinator, MER, 1 500 West Canal Court, Suite 500,

Littleton, CO 80120-4569; tel 800-421-3756; fax 303-798-5731.

DECEMBER 10-12, 1999: Managing Respiratory Disease. The Phoenician, Scottsdale, AZ. CME 1 1 hrs

Category I. Contact: Linda Main, Meetings Coordinator, MER, 1500 West Canal Court, Suite 500,

Littleton, CO 80120-4569; tel 800-421-3756; fax 303-798-5731.

CONTACT INFORMATION

Mayo Clinic-Scottsdale Contact — Postgraduate Courses, Mayo Clinic-Scottsdale, 602-301-7497; U of A Contact— University of Arizona

College of Medicine, Arizona Health Sciences Center, Tucson, AZ 85724. 520-626-7832; 800-328-5868.

CALIFORNIA, HAWAII, NEVADA

All courses and meetings listed are approved for Category I credit toward the CMA Certificate in CME. To list accredited courses here,

please send information at least two months in advance to Paulette Richardson, Continuing Medical Education, California Medical

Association, PO Box 7690, San Francisco 94120-7690; or phone 415-882-3387. For more information on accreditation or certification,

please write to the above address.

ALLERGY/IMMUNIZATION

AUGUST 13-15, 1999: A Midsummer Night’s Wheeze. California Society of Allergy', Asthma and Immunology

at La Costa Resort and Spa, Carlsbad, CA. 12 hrs. S 145-$ 1 99. Contact: CSAAI Conference Management;

tel 714-828-8022.

ANESTHESIOLOGY

NOVEMBER 5-7, 1999: 11th Annual Anesthesiology’ Llpdate. Monterey Plaza, Monterey, California.

Contact: 916-734-5390.

EMERGENCY MEDICINE

JUNE 3-4, 1999: Improving Emergency Department Patient Satisfaction and Reducing Length of Stay.

Holiday Inn Chicago City Centre, Chicago, IL. Contact: CEME, 5330 Primrose Drive, Suite 250, Fair

Oaks, CA 95628; tel 800-651-2363.

AUGUST 16-19, 1999: National Emergency Medicine Board Review. American College of Emergency

Physicians at Harrahs Las Vegas, NV. Mon-Thurs. 40 hrs. $895. Contact: Center for Emergency Medical

Education 800-651 -CEME (2363).

ENDOCRINOLOGY

OCTOBER 22-24, 1999: Clinical Endocrinology for Primary Care Physicians. Tropicana, Las Vegas, NV.

CME 1 1 hrs Category' I. Contact: Linda Main, Meetings Coordinator, MER, 1500 West Canal Court,

Suite 500, Littleton, CO 80120-4569; tel 800-421-3756; fax 303-798-5731.

ETHICS

SEPTEMBER 22-25, 1999: Legal Issues in Damaged Brain Injury Cases. UC Davis at Westin St. Francis

Hotel, San Francisco, CA. Contact: UCD 916-734-5390.

FAMILY PRACTICE/ PRIMARY CARE

JUNE 5-7, 1999: 8th Annual Primary Care Treatment of Pain. UC Davis at Tenaya Lodge at Yosemite Fish

Camp, CA. Contact: UCD 916-734-5390

JUNE 13-18, 1999: 23rd Annual Fingers to the Toes Primary Care Orthopaedics. UC Davis at Stanford Sierra

Camp, near South Lake Tahoe. Contact: UCD 916-734-5390

JUNE 25-27, 1999: Dermatology for the Non-Dermatologist. Medical Education Resources at the Hyatt

Regency Alicante, Anaheim, CA. 1 1 hrs. Contact: Linda Main, Meetings Coordinator, MER, 1500 West

Canal Ct„ Ste. 500, Littleton, CO 80120-4569; tel 800-421-3756.

JULY 5-8, 1999: Family Practice Board Review Course. UCSF at Fairmont Hotel, San Francisco, CA. 25 hrs

$525-5575. Contact: Program Coordinator, Dept. Family and Community Medicine, 500 Parnassus Ave,

MU-3E, SF, CA 94143-0900; tel 415-476-5250.

JULY 25-29, 1999: 19th Annual Current Concepts in Primary Care Cardiology. UC Davis at Granlibakken

Conference Center, Tahoe City, CA. Contact: UCD 916-734-5390.
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Continuing Medical Education

JULY 30-AUGUST 1, 1999: Coronary Heart Disease Update. Medical Education Resources at Tenaya

Lodge, Yosemite, CA. 1 1 hrs. Contact: Linda Main, Meetings Coordinator, MER, 1 500 West Canal Ct.,

Ste. 500, Littleton, CO 80120-4569; tel 800-421-3756.

AUGUST 6-8, 1999: Managing Respiratory Diseases. Medical Education Resources at the Hyatt Regency

Monterey, CA. 1 1 hrs. Contact: Linda Main, Meetings Coordinator, MER, 1500 West Canal Ct., Ste.

500, Littleton, CO 80120-4569; tel 800-421-3756.

INTERNAL MEDICINE

AUGUST 22-27, 1999: New Advances in Internal Medicine. UC Davis at Embassy Suites, Monterey, CA.

Contact: UCD 916-734-5390.

OB/GYN

SEPTEMBER 25-26, 1999: Ultrasound Update: 1999. Hilton Hotel, Sacramento, CA. 916-734-5390.

DECEMBER 10-12, 1999: Issues in Women’s Health. Tropicana, Las Vegas, NV. CME 1 1 hrs Category I.

Contact: Linda Main, Meetings Coordinator, MER, 1500 West Canal Court, Suite 500, Littleton, CO
80120-4569; tel 800-421-3756; fax 303-798-5731.

OCCUPATIONAL & ENVIRONMENTAL

AUGUST 5-6, 1999: Occupational & Environmental Toxicology for the Health & Safety Professional. UC
Berkeley. Holiday Inn Bay Bridge, Emeryville, CA. Contact: Center for Occupational & Environmental Health,

UC Berkeley, Richmond Field Station, 1301 S. 46th St., Bldg. 102, Richmond, CA 94804; tel 510-231-5645;

http://socrates.berkeley.edu/--coehce/.

ORTHOPEDICS

JUNE 13-18, 1999: 23rd Annual Fingers to the Toes Primary Care Orthopaedics. Stanford Sierra Camp,
near South Lake Tahoe, Fallen Leaf Lake, CA. Contact: 916-734-5390.

PEDIATRICS

JUNE 4-7, 1999: Pediatric Environmental Health: Putting It Into Practice. Children’s Environmental Health

Network. Westin St. Francis, San Francisco, CA. $250-350. Contact: Children’s Environmental Health

Network, 510-597-1393, ext. 14, orcehn@cehn.org.

JULY 16-17, 1999: Seventh Annual Pediatric Update. Sponsored by Lucile Packard Children’s Health Services

at Stanford and faculty from UCSF and Stanford Schools of Medicine. Lucile Packard Children’s

Hospital. Contact: Elinor Meyer, Continuing Medical Education and Physician Relations Department,

Lucile Packard Children’s Hospital, 725 Welch Road, Palo Alto, CA 94304; tel 650-497-8554.

PRIMARY CARE

JUNE 5-7, 1999: 8th Annual Primary Care Treatment of Pain. Tenaya Lodge at Yosemite, Fish Camp, CA;
tel 916-734-5390.

JULY 25-29, 1999: 19th Annual Current Concepts in Primary Care Cardiology. Granlibakken Conference

Center, Tahoe City, CA; 916-734-5390.

OCTOBER 22-24, 1999: Clinical Endocrinology for Primary Care Physicians. Tropicana, Las Vegas, NV.
CME 1 1 hrs Category I. Contact: Linda Main, Meetings Coordinator, MER, 1500 West Canal Court,

Suite 500, Littleton, CO 80120-4569; tel 800-421-3756; fax 303-798-5731.

RADIOLOGY

SEPTEMBER 25-26, 1999: Ultrasound Update: 1999. UC Davis at Hilton Hotel, Sacramento, CA.
Contact: UCD 916-734-5390.

GENERAL/MULTIDISCIPLINARY

JUNE 22-29, 1999: Wellness in Practice: Mindfulness-Based Stress Reduction in Mind/Body Medicine.

Enloe Medical Center at Mana L’ea Retreat Center, Maui. Contact: Maui Stress Reduction Retreats,

Steve; tel 530-898-1495.

AUGUST 24-25, 1999: BLS Instructor Course. American Heart Association at San Leandro. 1 1 hrs.

Contact: CPR Seminars; tel 925-754-7900.

OCTOBER 15-17, 1999: Physician Leadership Program. California Academy of Family Physicians

at Laurel Heights Conference Center, SF. 20 hrs. $1,245-51,395. Contact: Laura Johnson Morasch;

tel 415-394-9121; www.familydocs.org/ OrgsFhcli.html; e-mail: HCLI@familydocs.org.

LOSS PREVENTION

SEPTEMBER 22-25, 1999: Legal Issues in Damaged Brain Injury Cases. Westin St. Francis Hotel, San

Francisco, CA; Contact: 916-734-5390.
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Continuing Medical Education

HOME STUDY/SELF ASSESSMENT

California Physicians’ Legal Handbook Series. California Medical Association. Contact: CMA, PO Box

7690, San Francisco 94120-7690; tel 800-882-1262.

Breast Cancer, Early Detection and Control. Texas Medical Association. CD rom. $70. 2 hrs. Contact:

Texas Medical Association; tel 800-880-1300; http://www.texmed.org/health_science/hs_poep.html

COLORADO

To list CME programs here, please send information at least two months in advance to: Mr Robert L. Kennedy, Denver Medical Society,

1850 Williams Street, Denver, CO 80218; or phone 303-377-1850. Brochures, course information, and registration forms are available from

the contact person or organization.

TUESDAY NOON CONFERENCES: Various Topics in Medicine. Lutheran Medical Center, Wheat Ridge.

Contact: Jean A. Kline; tel 303-425-2951.

FIRST WEDNESDAY OF EACH MONTH: Various Topics in Neurology. Colorado Society of Clinical

Neurologists. Contact: Colorado Society of Neurologists; tel 303-449-3566.

SECOND WEDNESDAY OF EACH MONTH: Cardiovascular Education Series. St Anthony Hospital at

St Anthony Hospital, Denver. Contact: Rose Powell; tel 303-629-3678.

JUNE 17-19, 1999: Issues in Women’s Health. Hyatt Regency, Grand Cayman. Contact: Linda Main,

Meetings Coordinator, MER, 1500 West Canal Court, Suite 500, Littleton, CO 80120-4569;

tel 800-421-3756, 303-798-9682 or fax 303-798-5731.

JLINE 18-20, 1999: Neurology For The Non-Neurologist. Buena Vista Palace, Orlando, FL. Fee $375.

Contact: Linda Main, Meetings Coordinator, MER, 1500 West Canal Court, Suite 500, Littleton, CO
80120-4569; tel 800-421-3756, 303-798-9682 or fax 303-798-5731.

JUNE 24-26, 1999: Clinical Endocrinology For Primary Care Physicans. Sonesta Beach Resort, Bermuda.

Fee $375. Contact: Linda Main, Meetings Coordinator; MER, 1 500 West Canal Court, Suite 500,

Littleton, CO 80120-4569; tel 800-421-3756 or 303-798-9682; fax 303-798-5731.

JUNE 25-27, 1999: Coronary Heart Disease Update. Sheraton Fiesta Beach Resort, S. Padre Island, TX. Fee

$375. Contact: Linda Main, Meetings Coordinator; MER, 1500 West Canal Court, Suite 500,

Littleton, CO 80120-4569; tel 800-421-3756 or 303-798-9682; fax 303-798-5731.

CONTACT INFORMATION

U of Colo— Contact: University of Colorado Health Sciences Center, School of Medicine, Office of Continuing Medical Education, 4200 E

9th Ave, Denver 80262: phone 303-372-9050 or 800-882-9153; fax 303-372-9065.

IDAHO

To list CME programs here, please send information at least two months in advance to:

Ada County Medical Society, Inc. 305 W. Jefferson, PO Box 2668, Boise, Idaho 83701; phone 208-336-2930. Brochures, course

information, and registration forms are available from the contact person or organization.

NEW MEXICO

Information, requests for accreditation, and items to be listed should be sent to the chair of the CME Committee, New Mexico Medical

Society, 7770 lefferson. Suite 400, Albuquerque, NM 87109, at least two months in advance. For information on CME accreditation or on

the CME requirements of the New Mexico Board of Medical Examiners, please write to the above address or phone 505-828-0237.

NOTE: Course information in the following listing is subject to change on occasion. Check with the sponsoring institution for current

details.

EVERY FIRST AND THIRD TUESDAY: Building and Implementing Clinical Practice Guidelines at

the Point of Care. Contact: Thomas A. Naegele, DO; tel 505-275-7267.

JULY 30-AUGUST 1, 1999: Neurology for the Non-Neurologist. Eldorado Hotel, Sante Fe, NM. CME
1 1 hrs Category I. Contact: Linda Main, Meetings Coordinator; MER, 1500 West Canal Court,

Suite 500, Littleton, CO 80120-4569; tel 800-421-3756; fax 303-798-5731.

SATELLITE COURSES

CONTACT: Joe Treat or Jim Cato, Immunization Program; tel 505-827-2366.

CONTACT INFORMATION

UNMSOM - University of New Mexico School of Medicine, Office of CME, PO Box 713, Albuquerque NM 87131; tel 505-277-3992.
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UTAH

All courses listed meet the criteria for Category 1 of the Physician's Recognition Award of the AM A. To list AMA Category j CM E courses,

send information at least two months in advance to the Office of Continuing Medical Education, 540 East Fifth South, Salt Lake City, UT

84102; or phone 801-355-7477- For information on CME accreditation, please write the CME office at the above address. NOTE: Course

information in the following listing is subject to change on occasion. Check with the sponsoring institution.

MEDICAL GRAND ROUNDS

Weekly: Grand Rounds in Internal Medicine, Psychiatry, OB/GYN, and Pediatrics. Contact: UUSM.

Weekly: Pediatric Grand Rounds. Contact: PCMC.

WASHINGTON

The listing of continuing medical education programs in Washington state is compiled by the Washington State Medical Association. To

list Category 1 programs here, please send information at least two months in advance to Continuing Medical Education, Washington

State Medical Association, 2033 Sixth Avenue, Suite 1100, Seattle, WA98121; or phone 206-441-9762 or 800-552-0612.

Brochures and registration forms are available from the contact person or organization listed at the end of each course or in the list of

course sponsors and contact information.

COURSE SPONSORS AND CONTACT INFORMATION

CME HARBORVIEW— Contact: Gayle Splater, Cytology Continuing Education, Dept, of Pathology, Harborview Medical Center, 325 Ninth

Ave, Seattle, WA 98104; tel 206-223-5953.

PCMS CME— Contact: Executive Director, College of Medical Education, 705 S Ninth, No. 203, Tacoma, WA 98405; tel 206-627-7137.

U/W (UNIVERSITY OF WASHINGTON) — Contact: U/W School of Medicine, Div. of CME, SC-50, Seattle, WA98195; tel 206-543-1050.

VMMC (VIRGINIA MASON MEDICAL CENTER)— Contact: Linda Orgel, Division of Continuing Medical Education, Virginia Mason Medical

Center, PO Box 900, Seattle, WA 98111; tel 206-340-2058.

WSMA Washington State Medical Association— Continuing Medical Education, 2033 Sixth Ave, Ste 1100, Seattle, WA 98121; tel 206-441-

9762.

WYOMING

All courses meet the criteria for Category 1 of the Physician's Recognition Award of the AMA. To list AMA Category 1 CME courses here,

send information at least two months in advance to the Medical Education Committee, Wyoming Medical Society, PO B ox 4009, Cheyenne,

WY 82009; e-mail skeefe@wyomed.org; tel 307-634-2424; fax 307-632-1973.

June 16-18, 1999: Annual Meeting/Scientific Session: Wyoming Medical Society. Jackson Lake Lodge,

Moran WY. Contact: Susie Wacker; PO Box 4009, Cheyenne, WY 82003; swacker@wyomed.org.

NOTICE

State Associations should send their CME listings in electronic format {e-mail, PC or Mac disks) for publication to:

Catherine Nancarrow, Editorial Manager,

WJM Western Journal ofMedicine,

PO Box 7690, San Francisco, CA 94120-7690;

415-974-5977; fax 415-882-3379; wjmsf@pacbell.net.
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Guidelines for Authors

Our readers represent all disciplines of medicine, but principally primary care physicians. We aim

to publish manuscripts that are reliable and lively and that will improve the care of patients, the

health of the public, or policies affecting either. Manuscripts should be of interest to a broad

range of busy practitioners, physicians in training, and anyone who has an interest in quality

health care. The purpose of a paper or letter may be to report, inform, alert, review, and discuss,

but, above all, to teach. We aim to give quick and informative decisions on the articles we receive.

Manuscript submission information

Manuscripts should be sent to:

Managing Editor, Catherine Nancarrow,

WJM Western Journal ofMedicine,

221 Main Street, PO Box 7690,

San Francisco, CA 94120-7690;

wjmsf@pacbell .net.

Manuscripts may be submitted via

e-mail, but must include print mail address

and phone and fax numbers of the corre-

spondent.

Manuscripts must be original, not previ-

ously published, and not under considera-

tion by another publisher. If preliminary

data were included in another presentation

or publication, this should be noted in the

cover letter and a copy of that publication

should be included.

Any conflict of interest, actual or poten-

tial, should be revealed to the Editors (see

Letter of Transmittal). Research or project

support should be included as a footnote to

the manuscript and detailed in the Letter of

Transmittal. Obtaining informed consent

to protect patients’ rights to privacy should

be documented according to URM 1997.

All manuscripts should be double-

spaced and, including references and ab-

stract but not tables, should not exceed:

• Original articles: 2,500 words with a

maximum of five tables and 30 refer-

ences; structured abstract

• Topics in Review: 1,500 to 2,000 words

with a maximum of 25 references; sum-

mary points!

• Topics for Best Practice: 2,000 words

• Evidence-Based Case Reviews: 2,500

words with two tables and/or figures;

summary points!

• Commentaries: 600-800 words

• Letters to the Editor: 500 words

Structured abstracts

Manuscripts, except for case-based reviews,

should include a structured abstract of no

more than 250 words with the headings:

objectives, design, setting, subjects, inter-

ventions, main outcome measures, results

and conclusions.

Evidence-based case reviews

Interesting cases presented in an evidence-

based, case-based review format provide

readers with information and guidance with

respect to clinically relevant choices made

by practitioners—from diagnostic methods

to conclusions as to what might have been

done differently given the outcome. Topics

to address include:

• epidemiology

• differences in demographic groups

• an evidence-based approach to diagnosis,

management, and therapeutics; ethical

issues

• cost/economic issues; when to involve a

specialist

• what research is needed in the area.

Use ol diagrams, tables, and algorithms is

highly recommended. Authors should

include 5-7 bulleted summary points for a

busy primary care provider.

Letters to the editor

Letters must be double-spaced and will be

published at the discretion of the Editors.

They may be edited for style and brevity.

Those of a scientific nature may be subject

to peer review.

Letter of transmittal

All authors must sign the letter of transmit-

tal, with one author designated as corre-

spondent and his or her name, address, and

telephone and fax numbers included.

A letter of transmittal, except for one

accompanying a manuscript from US gov-

ernment employees whose work was done

as part of their official duties, must include:

• a paragraph that transfers copyright:

“In consideration for reviewing and edit-

ing my submission, the author(s) under-

signed hereby transfers, assigns, or

otherwise conveys all copyright owner-

ship to WJM WesternJournal ofMedicine,

in the event that such work is published

by the journal.”

• a statement of author responsibility

signed by all authors: “I have participated

in the conception and design of this

work and in the writing of the manu-

script and take public responsibility for

it. I have reviewed the final version of the

318 Wjm Volume 170 May 1999



Guidelines for Authors

manuscript and approve it tor publica-

tion. I attest to the validity and legiti-

macy ofdata in the manuscript and agree

to be named as the lead author or coau-

thor of the manuscript.
”

• a description of sources of funding and

the role of sponsors, including their

involvement, ifany, in review and approval

of the manuscript for publication.

• a statement of financial disclosure: “1

warrant that I have no financial interest

in the drugs, devices, or procedures

described in the enclosed manuscript

(except as disclosed in the attached state-

ment).”

• a statement that all human subjects

involved in experimental investigation

gave their informed consent and that

approval was obtained from the appro-

priate institutional review board.

Editorial review

All manuscripts are subject to peer review in

addition to review by the Editors to deter-

|

mine the originality, validity, and impor-

tance of content and conclusions. WJM
!
aims to introduce an open peer review sys-

I

tern; reviewers’ comments may be signed.

Reviewers are required to state all possible

conflicts of interest.

All accepted manuscripts are subject

to copyediting. The corresponding author

receives edited page proofs for approval

land minor changes and is responsible for

clearing all corrections and changes with

coauthors.

Manuscript preparation

All manuscript materials, including refer-

ences, tables, figure legends, and abstracts,

must be double-spaced.

Please submit the following:

• The original manuscript, two copies,

and a copy of the manuscript (including

references, tables, and figure legends) on

disk (formatted for a PC/Windows plat-

form and labeled with the word process-

ing program used). Allow a margin of

2.5 to 4 cm (1 to 1.5 in) on both sides.

• Figures, black and white or color, in

triplicate unmounted 12.7 X 17.8 cm
(5X7 in) glossy prints (and trans-

parencies for color figures) with the fig-

ure number, lead author’s name, and

top of the photo indicated with a label

on the back.

IT/Mencourages the use of illustrations

and asks authors to submit photographs

for publication. When possible, patients

should be asked to sign consent forms

before pictures of them are published. This

should be clearly stated and proof submit-

ted with the manuscript. If obtaining con-

sent is not possible, the reason should be

stated in the cover letter. Changing the

data on patients should not be used as a

way of securing anonymity.
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sentences. A letter of permission to borrow
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tables previously published. The permis-

sion of the authors should also be
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Reprints
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the corresponding author when the article is

published.
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Visual Commentary

Pharmacy,

Fau 3 Refugee Camp,

Eastern Sudan,

March 1983.

David Heiden

Drought affected the entire Sahel region

ofAfrica between 1984 and 1985, but

in Ethiopia the humanitarian crisis was

made particularly severe by the civil war.

During this time 350, 000peoplefrom

the Tigreprovince ofEthiopia sought

refuge in Sudan and were housed in 37

camps set up along the Sudan-Ethiopian

border.

Fau 3 was one ofthose camps established

in February 1985 and abandoned in

April 1987 when the refiigeesfrom Tigre

returned home. About 12,500 people were

initially placed there and during thefirst

few weeks the death rate was as high as

15 people per 10,000 per day.

About the artist In a world’s record example of

dawdling, I didn’t complete my last training pro-

gram until 25 years after starting medical school. 1

went through residencies in internal medicine and

ophthalmology, fellowships in cardiovascular dis-

ease, blood coagulation, and uveitis, and spent a

dozen years as an emergency room doctor. In hos-

pitals and clinics in New York City and San Fran-

cisco I learned wonderful skills.

But a different education began on the Cam-

bodian border and continued in refugee camps in

Somalia and Sudan, during emergency immu-

nization in Uganda in the aftermath of Idi Amin,

in the National Leprosy Hospital in Yemen and

finally in India and Tibet. Far from the familiar

lecture halls and wards of American teaching hos-

pitals, I began to appreciate how medicine reflects

the values of any society, sometimes to the extent

that fundamental issues of purpose get lost. I got

a better sense of the things that made a doctor

important before there were antibiotics and gene

therapy.

I always kept a diary and I compulsively took 1

pictures. Some ol the pictures were published in a I

book, Dust to Dust, a Doctor’s Experience ofAfrican f

Famine (Temple University Press, 1992), and the
j

collected experience is now being shaped into
J

another book, which will be completed once the

demands of a busy practice and raising small chil- J

dren diminish.
f*'

David Heiden is an ophthalmologist

practicing in San Francisco, fc
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This month in wjm

This month in wjm

Guidelines must be based on evidence to

avoid bias and self interest

Guidelines don’t always improve patient treatment, often

because they’re never implemented. They may not be

implemented because physicians feel their views haven’t

been represented in drawing up the guidelines. On p.348,

Paul G. Shekelle and colleagues explain how to draw up

guidelines by setting up development groups, assessing

and then interpreting the evidence from systematic

reviews, and finally, getting the guidelines externally

reviewed. They warn that conclusive evidence exists for

only a few things. In his commentary on p.352, Scott

Weingarten argues that the effects of guidelines on

patient care must be studied, so we can learn the most

cost-effective way to develop them.

Patients dread having a sexual physical

It can be hard enough for patients to discuss their sexu-

al problems with their physicians, but having their gen-

italia examined may be too embarrassing for them to

contemplate. John Dean explains, however (p.364), the

embarrassment can be reduced by warning patients exact-

ly what the exam entails and how it might help them.

Privacy, warmth, and an unhurried approach are all essen-

tial, as is a chaperone. It’s important to look for signs of

concomitant disease, such as cardiovascular, respiratory,

and neurological illnesses that can cause sexual problems.

How to rate health information on the web
Many people surf the Web for health information, and

while some ofwhat they read is accurate, other sites may

be misleading. Organizations frequently publish criteria

on how to evaluate health information on the Web, but

on p.329 Paul Kim et al find that out of 29 published

rating tools, only 1 mentions confidentiality. This is wor-

rying because many health sites collect personal health

information to help develop their content. Sites also often

fail to disclose who is financing them. On p.332, Kevin

Patrick describes how patients use the Web for second

opinions and says they must be able to assess the quality

of the information available.

Reporting elder abuse may cause harm as

well as doing good
Up to 2.5 million older people in the United States are

abused annually, warns Calvin H. Hirsch on p.353. They

may be neglected, physically or emotionally abused, or

financially exploited. Many ofthem will present to physi-

cians because ol the physical consequences of being

abused, but often doctors miss the signs and attribute

their distress to old age. Over 40 states require health

care workers to report suspected elder abuse, and while

such mandatory reporting can save the lives ofolder peo-

ple, it may sometimes escalate the abuse. Families are best

approached in a non-confrontational way and helped

by multidisciplinary teams, based in the community.

Medicine should resuscitate the use of narrative

Too often a clinical clerking involves reeling off a list of

questions and scribbling down the answers without lis-

tening to them. By doing so, physicians may miss what’s

significant to their patients and make them feel helpless.

On p.367, Trisha Greenhalgh suggests that we need to

regain the skills of listening to, appreciating, and inter-

preting patients’ stories. These abilities, rather than being

unscientific and unstructured, are core clinical skills that

encourage empathy and can improve clinical outcomes for

patients.

Wanted: medicine man
Traditional healers have a special place in their commu-

nities. Their therapies combine ritual and participation

by their patients’ neighbors and family. In “Letter from

the Southwest” (p.384) Mark Carroll describes his idea

to employ a medicine man in a weekly clinic in a remote

Navajo community. It took a healer to explain why you

can’t juxtapose conventional medicine and traditional

therapy.

Should children be routinely vaccinated

against hepatitis A?
Public health attempts have failed to control hepatitis A
and 1 1 Western states have annual rates that are at least

twice the national average. The Advisory Committee on

Immunization Practices recommended earlier this year

that all children in Western states should be vaccinated

against the disease, a move that Chinh Le (p.324) wel-

comes. Le argues that targeting high-risk populations and

trying to control outbreaks does not work, while vacci-

nation is cost effective and should also be encouraged in

susceptible adults. On p.325, John Takayama warns that

numerous questions need to be answered before univer-

sal childhood immunization goes ahead and that children

and parents may react badly to the “pin-cushion” effect.
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Op-Ed

Control of hepatitis A infection in the U.S.
Vaccination against hepatitis A is cost-effective and safe for children in high risk states

The control ofhepatitisA has been elusive, despite the licen-

sure of the Hepatitis A vaccine in 1995 and the recom-

mendations by the Advisory Committee on Immunization

Practices (ACIP) for immunization of “high risk individu-

als” and for prevention in populations with very high rates

of disease.
1

The national incidence rate has remained con-

stant at 10 to 15 reported cases per 100,000 population

between 1976 to 1997, with wide variations and a diverse

and complex epidemiology between states or counties with-

in astate.
2
Eleven western states (Arizona, Alabama, Oregon,

New Mexico, Utah, Washington, Oklahoma, South

Dakota, Nevada, California, and Idaho) had the unfortu-

nate distinction of having annual rates from 20 to

40/100,000 in the last decade.

In geographically or ethnically well-defined populations

with high rates of infection, such as American Indian reser-

vations, Alaskan natives, or selected religious communities,

routine vaccination of children, achieving 50% to 80%
first dose coverage has controlled hepatitis A epidemics.

3,4

Vaccination programs to control outbreaks in communities5

or specific high risk groups have, however, been cosdy and

difficult to implement, have achieved low vaccine cover-

age, and have had an uncertain impact on preventing future

outbreaks. The estimated annual direct and indirect cost of

hepatitis A in 1989 was greater than $200 million.

It is not hard to understand that a strategy targeted at

“high risk individuals” and focusing on controlling out-

breaks will not achieve a sustained reduction of disease inci-

dence. Large, common-source food outbreaks receive

considerable public attention but contribute less than 5%
of reported cases. Approximately 50% of cases have

“unknown” source or risk factors, presumably person-to-

person spread, predominantly from children and young

adults. Community outbreak investigations have revealed

very complex and diverse demographic factors, including,

in some western and midwestern states, the association with

illicit drug use, especially amphetamines.

The recent ACIP recommendation for routine child-

hood hepatitis A vaccination in states where the average

annual incidence during 1 987- 1 997 was at least 20/ 1 00,000

population (i.e., double the national average) represents a

shift in the overall strategy from outbreak control to a step-

wise effort in achieving universal immunization of the U.S.

population. Mohtashemi and colleagues from the Centers

for Disease Control and Prevention estimated that routine

infant immunization would result in a 99% reduction of

hepatitis A in the U.S. in 3 to 10 years, depending on the

vaccination rate and other factors.
7 Preliminary calculations

by Meltzer and Bell (CDC, unpublished data) estimated

that the cost of universal childhood immunization against

hepatitis A would be comparable to other programs such

as varicella and rotavirus immunizations.

Concern has been raised about public and providers’

acceptance of another vaccine in the already loaded child-

hood immunization schedule and the ability ofpublic health

and other insurers to pay for a new vaccine program.

Vaccination against hepatitis A, however, is likely to be wide-

ly accepted by parents because of the safety of the vaccine
8

and the public perception that this is a highly contagious and

morbid disease. Funding will come with the Vaccine for

Children Program (VFC) and as state legislatures and insur-

ers realize the potential cost-benefits of the vaccination.

Although more studies are needed to establish the duration

of protective efficacy, there are epidemiologic and immuno-

logic data supporting the use of a single dose schedule
3,4 ’9

with further reduction in the cost ofmass immunization. A
combined vaccine against hepatitisA and B has been shown

to be safe and efficacious in individuals older than 1 year of

age.
10

It is licensed for use throughout Europe and other

countries and may be ideal for catch-up immunization of

those who need immunization against both diseases.

Although an infant formulation is not yet available, there is

no reason not to start both the hepatitis A vaccine program

with 2-year-old children and catch-up immunization ofolder

children. Finally, since the morbidity and mortality (0.3%

to 1.8%) ofhepatitisA is much higher in adults than in chil-

dren, a case can also be made to encourage immunization

of susceptible adults living in endemic areas in the U.S.
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Op-Ed

Universal childhood immunization against

hepatitis A: whoa!
Numerous questions should be answered first

In February of 1999, the Advisory Committee on

Immunization Practices (ACIP) ofthe Centers for Disease

Control and Prevention (CDC), recommended that the

hepatitisA vaccine be provided to all children in the west-

ern United States.
1,

2

Past strategies of outbreak control

had not resulted in lowered rates of hepatitis A.

Although routine immunization has been an effective

public health intervention for lowering disease incidence

in populations, it is important to understand the evi-

dence for and implications ofsuch a policy. Several aspects

of this disease and its prevention must be considered: its

unique epidemiology and its differential impact on

patients by age; the long-term efficacy and side effects of

the vaccine; its incorporation into an already crowded

childhood vaccination schedule; and its acceptance by

parents and health care providers.

Furthermore, relatively rare side-

effects may become significant when

the vaccine is administered to a much

larger population.

Hepatitis A does not affect all communities uni-

formly. TheACIP defines “high-rate” communities with

widespread infection and acquisition of nearly univer-

sal immunity to hepatitis A by young adulthood; these

consist of distinct racial or ethnic groups, such as

American Indians and Alaskan Natives, as well as some

religious communities. 3 Although the source for nearly

halfof clinical cases reported to the CDC in 1990-1992

was unknown, a personal contact was identified in 24%,

a child care center in 1 5%, international travel in 6%,

food- or water-borne outbreaks in 4%, male homosex-

ual contact in 4%, and injected drug misuse in 3%. 4

Regional variability has been shown in a recently pub-

lished study of four sentinel counties in which inject-

ing street drugs was a major factor, associated with 14%
ofcases overall and 22% in Pierce County, Washington. 5

The recently publicized reports of the high incidences

ofhepatitis A in the western states, however, do not dis-

cuss the extent of contribution of any of these factors.

If hepatitis A is limited to distinct populations, why
immunize everyone?

Approximately 30,000 cases of hepatitisA are report-

ed every year, and this is likely to be an underestimate.
6

Although the incidence is higher among infants and

preschool-aged children, adults and especially the elder-

ly bear the brunt of morbidity and mortality. In an out-

break in Tennessee in 1994 and 1995, 1700 cases were

reported, 256 patients hospitalized, 35 patients had

complications, and 5 died. A quarter ofpatients 40 years

or older had at least one complication compared to 1 1%
of patients younger than 40. All deaths were among

adults.
7

Although fecal-oral spread from asymptomatic infec-

tions, particularly from young children, may account for

a high proportion of hepatitis A virus spread, in contrast

to the array of diseases for which universal childhood

immunization has been recently recommended (such as

Haemophilus influenzae type b, hepatitis B, rotavirus and

even varicella), hepatitis A is mostly an acute self-limited

illness with few or mild symptoms among children. How
should we interpret the rationale ofimmunizing children

against a disease that is significantly more symptomatic

and serious among adults?

Although the notion of a captive population and the

difficulty of assuring immunization compliance among

adults have been cited, are there ethical considerations?

Might universal immunization absolve societal responsi-

bilities to improve health care for at-risk populations?

Children, parents, and health care providers have expe-

rienced a recent rise in the number of required vaccines

(including injections) routinely administered during early

childhood. In the first 2 years of life, children receive up

to 16 injections comprised of varying combinations of

vaccines against diphtheria, tetanus, pertussis, polio,

Haemophilus influenzae type b, hepatitis B, measles,

mumps, rubella, varicella, and rotavirus. Since the cur-

rently available vaccines against hepatitis A, HAVR1X
(SmithKline Beecham) andVAQTA (Merck and Co.), are

not approved for children younger than 2 years, 2 addi-

tional injections would be needed. How will children,

parents, and health professionals react to the “pin-cushion”

phenomenon? Might overall rates of immunization

against childhood diseases be affected? Will the current

recommendation influence the acceptance ofsubsequent

vaccines slated for recommendation, such as the pneu-

mococcal vaccine? (Pneumococcus is currently the most

important organism causing meningitis in infants and

children.)

John I Takayama

Division of General

Pediatrics,

Department of

Pediatrics

Campus Box 0503,

UC San Francisco,

San Francisco, CA
94143

jtaka@itsa.ucsf.edu
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The hepatitis A vaccine is effective in children for

at least 5 years, and a longer duration of protection is

predicted.
8 A recent 2-year surveillance has shown few

significant adverse events.
9 How the developing human

body responds long-term to additional introductions of

multiple foreign antigens remains unclear.
10

Further-

more, relatively rare side-effects
11
may become signifi-

cant when the vaccine is administered to a much larger

population. The cost of 1 dose of the vaccine is $22.80;

any recommendation for universal immunization,

therefore, must address reimbursement. If it is includ-

ed in Vaccine For Children (VFC), a national program

that provides vaccines free-of-charge to those who are

uninsured or have public insurance, this may help to

assure the nondisparate distribution of the vaccine,

especially given higher rates of hepatitis A among

low-income, immigrant, and traditionally underserved

children.

The ACIP may have hastened its announcement of

universal childhood immunization against hepatitis A.

Numerous questions need to be answered before states,

providers, and families embrace such unilateral recom-

mendations.
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Managing/understanding chronic disease:

a call for papers
Chronic disease dominates medical practice but patients don’t always get the best care

Michael S Wilkes

Miriam Shuchman

Co-Editors, W]M

Rapid improvements in health and longevity are dra-

matically changing the burden of illness throughout the

world. In developed countries, changes in lifestyle and

improvements in the treatment of major causes of mor-

tality have aged the population and increased the preva-

lence of chronic diseases. Poor countries that have

achieved gains in life expectancy are also experiencing an

increase in chronic disease, as they proceed through the

“epidemiological transition”—the changing pattern of

health in which they inherit the problems of the rich.
1

The epidemiological transition (now called the “health

transition") has progressed substantially in several devel-

oping regions. This is demonstrated clearly in data on

disability-adjusted life years (DALYs)—the sum of the

number ofyears lost from premature death and the years

lived with a disability.
2
The figure shows the ratio of

DALYs caused by noncommunicable diseases to DALYs

caused by communicable, maternal, perinatal, and nutri-

tional conditions for the different regions of the world

(Figure 1).

Thus most countries of the world are suffering from,

or will soon suffer from, an enormous burden of chron-

ic, noncommunicable disease. A few statistics illuminate

the burden. 3 An estimated 691 million people in the

world have high blood pressure. The number of diabet-

ics worldwide is projected to increase from 135 million

now to 300 million by 2025. An estimated 29 million

people suffer from dementia, and 2.6 million new cases

occurred in 1 996. Rheumatoid arthritis affects about 1 65

million people.

Obviously the prevention of chronic disease through

avoidance of risk factors is our first goal. Early detection

and cure (when possible) is our second preference. But

those objectives are often not met, and thus countries
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and their health systems need to address the challenge of

j

managing the chronic conditions that are becoming

increasingly prevalent in our populations. To focus atten-

tion in this area, WJMWiW devote a special issue to chron-

ic disease management in February 2000.

In the United States, the management of older and

chronically ill patients increasingly dominates medical

practice. Yet study after study, along with relevant per-

formance indicators,
4 show that patients often miss out

on effective pharmacological and behavioral therapies and

lack the information and support they need. Many sub-

specialists argue that generalists do not provide high-qual-

ity care for people with chronic illness. Employers and

health insurers are hiring disease management compa-

nies whose programs may “carve out” particular patients

and conditions for separate care, threatening the integri-

ty and continuity of the doctor-patient relationship.

Practice system changes that have shown the greatest

promise of success integrate self-management support

programs, guideline-based treatment plans, nurse case

management, more intensive follow-up, and registries

that provide reminders and feedback. 5

We hope WJM’s theme issue on managing chronic

disease will help disseminate research findings, encour-

age more research, and stimulate wider debate. In par-

ticular we invite authors to send us papers on the following

topics:

• Clinical management ofspecific chronic con-

ditions (such as asthma, diabetes, and HIV);

• Care of patients with multiple chronic con-

ditions and the frail elderly;

• Practice-based interventions that address

chronic disease care (e.g., informatics strate-

gies, patient education);

• System-level strategies to improve the deliv-

ery ofcare for chronic illness (i.e., policies and

programs implemented at the level of the

health care delivery system);

• Disease prevention and risk reduction in per-

sons with chronic illness;

• The integration of chronic disease manage-

ment into primary care.

The editors do not wish to adhere to a rigid defini-

tion of “chronic disease” in considering papers for publi-

cation in these special issues. However, potential

contributors who desire some guidance as to the mean-

ing of the term may take note of the U.S. Centers for

Disease Control and Prevention’s definition: “illnesses

that are prolonged, do not resolve spontaneously, and are

rarely cured completely.”
6

WJM will publish a theme issue contemporaneously

with the BMJ’s special issue on the same topic. All man-

uscripts submitted to WJMW\W go through the usual peer

review process. We ask authors to indicate their interest

in having their accepted manuscripts published in WJM
and in the BMJ. We are happy to consider reports from

any part of the world and will welcome original research

papers, editorials, educational articles, debate pieces, and

rigorous review articles. The deadline for submission is

August 1, 1999.

Figure l Ratio ofdisability-adjusted lifeyears (DALYs) caused by noncommunicable diseases to DALYs
caused by communicable, maternal, perinatal, and nutritional conditionsfor the different regions of
the world, 1990

2
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Fatal peyote ingestion

associated with Mallory-

Weiss lacerations

To the editors,

Although mescaline use is often viewed as

posing a minimal health risk, we encountered

a case demonstrating that ingestion can be fatal.

Peyote cactus buttons (Lophophom luilliamsii

)

are brewed into a tea to release mescaline

(3,4,5-trimethoxphenethylamine), a hallu-

cinogenic alkaloid, and are used for Native

American religious ceremonies.
1

The only

fatality previously described with mescaline

use was from trauma during a drug-induced

delirium.
2
Botulism can be a consequence

of peyote ingestion if the cactus buttons are

stored in water.
3 We report a case of fatal

mescaline intoxication associated with

Mallory-Weiss esophageal lacerations.

Physicians treating Native

Americans should consider

the possibility of peyote

use in cases of unexplained

esophageal lacerations.

A 32-year-old Native American man with a

history ofalcoholism ingested peyote tea. After

an uncertain period of time with unknown

symptoms, he developed respiratory distress

and suddenly collapsed. He was transported

to a hospital and died after unsuccessful resus-

citative efforts. Autopsy demonstrated 4 sepa-

rate 1 cm lacerations at the gastroesophageal

junction, 45 ml ofgastric luminal blood, duo-

denal blood, and marked pulmonary hemo-

aspiration. His liver had marked fatty change

consistent with chronic alcoholism. An ante-

mortem blood specimen contained 0.48 mg/L

of mescaline and a urine specimen 61 mg/L of

mescaline when analyzed by gas chromatog-

raphy/mass spectrometry. A trace amount of

chlordiazepoxide was also found in a blood

specimen. No other drugs ofabuse or ethanol

were detected. Vitreous fluid electrolyte, crea-

tinine, urea nitrogen, and glucose concentra-

tions were normal. The cause ofdeath was cer-

tified as mescaline intoxication.

Mescaline is related to synthetic ampheta-

mine derivatives used as street drugs.
1

Physio-

logically, mescaline can produce both increases

and decreases in blood pressure and heart rate,

respiratorydepression, and vasodilation.
4 Mesca-

line is well known for its emetic effects.
4 Other

substances that induce vomiting, such as ipecac,

have caused Mallory-Weiss lacerations.
5 The

Mallory-Weiss esophageal lacerations in this

casewere probably a consequence ofmescaline-

induced forceful vomiting. The mechanism of

death was likely hemoaspiration, although an

additional adverse pharmacodynamic effect of

mescaline on the cardiovascular system can-

not be excluded. Physicians treating Native

Americans should consider the possibility of

peyote use in cases of unexplained esophageal

lacerations. The use of peyote for religious or

recreational purposes is not without risk.

Kurt B Nolte, MD
Office of the Medical Investigator

University of New Mexico School of Medicine

Albuquerque, NM 87131-5091

Medical Examiner/Coroner Information Sharing Program

National Center for Environmental Health

Centers for Disease Control and Prevention

Atlanta, GA 30341

Ross E Zumwalt, MD
Office of the Medical Investigator

University ofNew Mexico School of Medicine

Albuquerque, NM 87131-5091
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Abstract • Objective To review published criteria for specifically evaluating health-related information

on the World Wide Web and to identify areas of consensus in evaluation. • Design Search ofWeb sites

and peer-reviewed medical journals for explicit criteria for evaluating health-related information on the

Web using Medline and Lexis-Nexis databases and the following Internet search engines: Yahoo!, Excite,

Altavista, Webcrawler, HotBot, Infoseek, Magellan Internet Guide, and Lycos. Criteria were extracted and

grouped into categories. • Results Twenty-nine published rating tools and journal articles were identified

that had explicit criteria for assessing health-related Web sites. Of the 165 criteria extracted from these tools

and articles, 132 (80%) were grouped under 1 of 12 specific categories, and 33 (20%) were grouped as

miscellaneous because they lacked specificity or were unique. The most frequently cited criteria were those

dealing with the content, design, and aesthetics of a site; disclosure of authors, sponsors, or developers; cur-

rency of information (includes frequency of update, freshness, and maintenance of site); authority ofsource;

ease of use; and accessibility and availability. • Conclusions Many authors agree on the key criteria for eval-

uating health-related Web sites and efforts to develop consensus criteria may be helpful. The next step is to

identify and assess a clear, simple set of consensus criteria that the general public can understand and use.

Introduction

The large volume of health information resources avail-

able on the Internet has great potential to improve

health,
1

3

but it is increasingly difficult to discern which

resources are accurate or appropriate for users.
3 H

Because

of the potential for harm from misleading and inaccu-

rate health information,9 14 many organizations and indi-

viduals have published or implemented criteria for

evaluating the appropriateness or quality of these

resources.
15,16 Two published reviews of evaluation crite-

ria for health-related Web sites did not present informa-

tion on the range of criteria proposed by various authors

and included rating tools that were not developed exclu-

sively for health-related sites.
15 17 Our study reviews cri-

teria currently proposed or used specifically to evaluate

health-related Web sites.

Methods

Between September 1997 and May 1998, we conduct-

ed a search of the Web and of peer-reviewed medical

journals for criteria for evaluating health-related infor-

mation on the Web. We used the Medline and

Lexis-Nexis databases and search engines including

Yahoo!, Excite, Altavista, Webcrawler, HotBot, Infoseek,

Magellan Internet Guide, and Lycos. Medline searches

(using PubMed) used variations of the following: “qual-

ity,” “Internet,” “World Wide Web,” “computer com-

munication networks/standards,” “quality control,” and

“medical informatics/standards. Searches with search

engines and Lexis-Nexis used “quality,” “health informa-

tion,” “health,” and variations of “rating,” “ranking,”

“evaluate,” “award,” and “assess.” Investigating references

and hyperlinks from initial results identified additional

resources. We ended the sampling period when searches

produced similar results and when previous search results

became outdated.

Criteria

We included criteria ifthey were explicit, specifically used

for evaluating health-related Web sites, and published in

a peer-reviewed journal or publicly accessibleWeb site. We
also considered peer-reviewed journals not indexed by

Medline. We included resources framed as “guidelines”

because there was little difference between them and other

criteria and the intent of the authors was similar. When
subcriteria provided details about main criteria, we

included only the main criteria to prevent overrepresent-

ing that author’s perspective. Criteria were extracted and

sorted into similar groups according to their wording and

description. When a criterion seemed to combine sever-

al concepts and could fit into multiple groups, we con-

sidered the first mentioned concept.

To examine the reproducibility ofthe criteria groupings,

4 independent, naive coders assigned 40 randomly select-

ed criteria to the 13 criteria groups. Overall, the coders

assignment ofcriteria agreed with us 76% ofthe time. The
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agreement coefficient, indicating “percent agreement above

chance,” was 0.74. (An extended methods section appears

on the World Wide Web at www.bmj.com.)

Results

Twenty-nine rating tools and articles (24 Web sites and

5 journal articles) had explicit criteria lor assessing

health-related Web sites (Table 1). Of the 165 criteria

identified, 132 (80%) were grouped under 12 specific

categories (Table 2). Thirty-three (20%) criteria that

lacked specificity or were unique were categorized as

“miscellaneous.” Frequently cited criteria included those

dealing with the content, design, and aesthetics of a site

and disclosure of authors, sponsors, or developers.

Discussion

Not surprisingly, “content” of the site, which includes

concepts of information quality and accuracy, was the

most commonly cited criterion group. Design and aes-

thetics of the site and ease of use were the second and

sixth most frequently cited groups respectively, indi-

cating that authors highly value good-quality appli-

cation design and user interfaces. Disclosure of

authors, sponsors, or developers was the third most

frequently cited group, highlighting the need for users

to be able to consider a site’s content in the context

of who created or financed the site. It was somewhat

surprising that disclosure was not more commonly

cited, given recent reports about misleading health

information and fraud on the Internet.
9, 111 12

Most

rating tools discriminated between content and the

fourth most common criterion group, currency of

information (which includes the frequency of updates,

freshness of data, and site maintenance), suggesting

that currency of information is nearly as important

as the information itself.

Table 1 Rating tools andjournal articles with explicit criteriafor evaluation ofhealth-related websites

I Source of rating tool or article URL address*

AltiMed/PharmaLINKS www.altimed.com/links/ratings.html

American Medical Association www.ama-assn.org/med_link/med_link.htm

Biosites, Pacific Southwest Regional Medical Library www.library.ucsf.edu/biosites/help/guidelines.html

British Healthcare Internet Association www.bhia.org/public/reference/recommendations/medpubstandards.htm

Growth House www.growthhouse.org/award.html

Health A to Z www.healthatoz.com/aboutus.htm

Health Information Institute’s Aesculapius Awards www.hii.org/judging.htm

Health On the Net Foundation www.hon.ch/HONcode/Conduct.html

Health Summit 1 Mtg/Mitretek Systems www.mitretek.org/hiti/showcase/documents/criteria.html

Health Web healthweb.org/wg/content/papers/guidelines.html

Healthfinder www.healthfinder.gov/aboutus/selectionpolicy.htm

Larkin, M. Health information on-line. FDA Consumer 1996; 30:21-5. www.fda.gov/fdac/features/596_info.html

McGill University Health Sciences and Osier Libraries, Canada www.health.library.mcgill.ca/resource/criteria.htm

Medical Matrix www.medmatrix.org/info/sitesurvey.html

Medsite Navigator, Guide to Digital Science and Medicine www.medsitenavigator.com/mail/submit.html

Mental Health Net www.cmhc.com/help/ratings.htm

Mountain and Plains Partnership www.uchsc.edu/csa/areahec/home/mapp/8aWWW.html#public

Nutrition Navigator navigator.tufts.edu/ratings.html

Organizing Medical Networked Information omni.ac.uk/agec/evalguid.html

Physician’s Choice www.mdchoice.com/instruc.htm

Psych Central: Best of the Web in Mental Health www.grohol.com/rateguid.htm

Reference 6 www.ama-assn.org/sci-pubs/journals/archive/jama/vol_277/no_15/ed7016x.htm

Reference 8 www.bmj.com/archive/7098ip2.htm

Reference 16 Not available online

Reference 19 Not available online

Sympatico’s HealthyWay Health Links www1.sympatico.ca/healthyway/GENERAL/info_2.html

The Six Senses Review www.sixsenses.com/FAQ.html#rating

The Virtual Hospital indy.radiology.uiowa.edu/Beyond/PeerReviews/oilntroduction.html

The Wilton Library w3.nai.net/~wla/eval.htm

*Because of the dynamic nature of the World Wide Web, some URLs may have changed. URLs prefixed with http://
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Table 2 Frequency ofexplicit criteriafor evaluation ofhealth-related web sites by criteria groups'

Criteria groups Frequency

(%) (n=i65)

Content of site (includes quality, reliability, accuracy, scope, depth) 30 (18)

Design and aesthetics (includes layout, interactivity, presentation, appeal, graphics, use of media) 22 (13)

Disclosure of authors, sponsors, developers (includes identification of purpose, nature of organization, 20 (12)

sources of support, authorship, origin)

Currency of information (includes frequency of update, freshness of data, maintenance of site) 14 (8)

Authority of source (includes reputation of source, credibility, trustworthiness) 11 (7)

Ease of use (includes usability, navigability, functionality) 9 (5)

Accessibility and availability (includes ease of access, fee for access, stability) 9 (5)

Links (includes quality of links, links to other sources) 5 (3)

Attribution and documentation (includes presentation of clear references, balanced evidence) 5 (3)

Intended audience (includes nature of intended users, appropriateness for intended users) 3 (2)

Contact addresses or feedback mechanism (includes availability of contact information, contact address) 2 (1)

User support (includes availability of support and documentation for users) 2 (1)

Miscellaneous (includes criterion that lacked specificity or were unique) 33 (20)

Percentage total does not equal 100 due to rounding-off.

*Of 5 authors who assigned weights or priorities to their proposed criteria, 4 cited content and 1 cited peer review (categorized as miscellaneous) as the most important criterion.

Criteria related to confidentiality and privacy ofinfor-

mation were only cited by one author, despite widespread

interest in this issue .

20
Some health-related Web sites are

already collecting personal health information to “tailor”

content, and as sites begin to integrate health care ser-

vices and information, confidentiality and privacy safe-

guards will become increasingly important .

20 22

The limitations of our review include the subjective

variables around the scope of the criteria categories used.

Testing of the category groupings, however, showed that

they were reproducible by others. It is also possible that

some authors used the same terms for criteria to describe

different concepts. Because subcriteria were not includ-

ed, some concepts may not have been represented. The

Key messages

• Many organizations and individuals have published

criteria to evaluate health-related information on the

World Wide Web

• A search of the literature and the Web found that the

most frequently cited criteria were those dealing with

the content, design, and aesthetics of a site; the

disclosure of authors, sponsors, or developers; the

currency of information; the authority of the source;

and ease of use

• Criteria related to confidentiality and privacy were only

cited by one author

• A consensus on the critical criteria for evaluating Web-

based health information seems to be emerging

• Many authors agree on key criteria for evaluating

health-related Web sites, and efforts to develop a set

of key criteria may be helpful

inherent limitations of search engines and the dynamic

nature oftheWeb also prevented us from locating all exist-

ing published criteria .

23
Nevertheless, our review locat-

ed more sources of criteria specifically for health-related

sites than did previous reviews .

15 ’ 17

Conclusion

Given the evolving state of the Internet, it may be difficult

or even inappropriate to develop a static tool or system

for assessing health-related Web sites. Our results suggest

that many authors agree on key criteria and that efforts

to develop consensus criteria may be helpful .

6 ' l6, 24 26
The

next step is to identify and assess a clear, simple set of

consensus criteria that the public can understand and

use. Tools that integrate the criteria need to be developed

and validated, and their ultimate impact and effective-

ness in assisting the public with health-related decisions

should be monitored to ensure that they remain useful.
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COMMENTARY
How patients use the web for second opinions

Do I need a prostate-specific antigen test? Should I change

my allergy medication? Do I really need surgery for this

lump in my breast? Where can I find the best specialist care

for my child’s illness? Our patients and their families have

many important questions. Traditionally, one’s personal

physician has been the professional source first turned to

for answers. The time-honored role of the physician is as

a counselor as much as a healer. Information provided

by a trusted professional can override uncertainty and con-

fusion and bring peace of mind, hope, and even healing.

l imes change, however, and with them the means to

answer health and medical related questions. Witness the

Internet, increasingly available in homes, workplaces,

libraries and schools. A recent Harris poll found that 60

million American adults, 68% of those who use the

Internet, have used the World Wide Web to find health

information. Who among the practicing medical profes-

sion can’t describe a recent instance in which a patient

begins a question with: “I was reading on the web the other

night and. . .
”? Sometimes, this can be a pleasant experi-

ence in which both doctor and patient share in mutual edi-

fication. On the other hand, sometimes the information

the patient gleaned from the Web might vary from the

clinician’s own knowledge and experience. Time permit-

ting, this presents an excellent opportunity for patient

Malcolm

Wilict
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(or doctor) education. Unfortunately, time doesn’t always

permit, and in some cases, the tone of the clinical

encounter goes rapidly downhill leaving both patient and

provider dissatisfied.

So how does one respond to the increasing use of the

Web for “second opinions?” One way is to become famil-

iar with the criteria by which purveyors of Web-based

health information are being judged. This issue of WJM
presents a review ofthese criteria (see p.329). The authors

searched for all on-line tools, published reports, and rec-

ommendations about how to judge the quality of infor-

mation on health-related Web sites. What was surprising

was that only one paper explicitly mentioned assurances

of confidentiality and privacy as a criterion worth con-

sidering. Privacy and confidentiality ofhealth information

is an ever-present concern at both the national
1

and

regional
2

levels. As the authors and others
3 have pointed

out, this may be one ofthe most important issues as Web-

related health information and clinical health information

systems increasingly merge in the future.

Familiarity with the criteria outlined in this paper can

be valuable. While most health care providers won’t have

the time to explore even a fraction of the health infor-

mation on the Web, discussing these criteria with a patient

can productively reframe the often uncomfortable “But

theweb said this” situation. Who said it? What sources did

they site? Did they disclose a financial interest in their

point ofview? How current was the information? Did they

convey that this was an area about which reasonable

differences of opinion exist? Evidence-based approaches

to assuring the quality ofWeb and other interactive health

communication4 should be invoked when and where

possible.
5 As our patients increasingly turn to the web

for information and support, helping them learn the

right questions to ask may become one ofour most impor-

tant roles.
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Netphiles

Although much associated with modern technology and today’s breakthroughs, the internet has not ignored the past, as witnessed by an

online exhibition of the history of medicine. The Web site, http://www.nlm.nih.gov/exhibition/exhibition.html, comes from the presti-

gious U.S. National Library of Medicine. The site contains some fascinating material—for example, a section on the history of the cesare-

an. There are some superb illustrations and, at the bottom of the page, there are links to other services in this substantial site such as Medline.

The internet is a superb repository of information about rare and unusual diseases, but the problem is often tracking down the rele-

vant data. There are some highly rated search engines around, but a good place to start is rarediseases.info.nih.gov/ord/site@index.html,

is the site index of the U.S. based Office of Rare Diseases. From here, readers can rapidly assess the relevance of the site to their informa-

tion requirements. The site also provides links, each with a brief description of the site, to an array of high quality Web resources where

more specific information can be found on a rare disorder.

Similarly, the Web is an ideal medium for publishing databases, and there are plenty available, but finding them can be a problem. An

excellent guide can be found at www.shef.ac.uk/-scharr/ir/trawling.html. This first class collection will be of interest to a wide variety of

health professionals. Each database merits a concise description with, ofcourse, hypertext links that take you directly to the reviewed site. Usefully,

all the sites chosen are free to access.

If you want a good all-round resource for pediatric surgery then look no further than home.coqui.net/titolugo/index.htm. It origi-

nates from Puerto Rico and is bristling with useful and relevant information, including a journal and a handbook as well as a links page.

There is also information about relevant meetings and bodies such as the associated ptediatric surgical department. All this and more is

neatly packaged into a colorful and well designed Web site.

If you use a personal computer regularly or even infrequently then you should be interested in the contents of www.pc.ibm.com/

us/healthycomputing/index.html. This site is produced by IBM and is a detailed review of how to look after your own or your staff’s

health and working environment while using a computer. It is an interesting and educational read, and all computer users would proba-

bly benefit from spending time absorbing some of the facts and data highlighted here.

The Johns Hopkins Infectious Disease Web site at hopkins@id.edu has plenty to offer both casual surfers and serious researchers. The

home page provides a useful launch pad to explore the various components of the site, and the in-house search engine should help to pinpoint

any specific information that you require. Among the more usual material that you would expect to find, the tables of facts and figures in

“Bartlett’s Top 10” (hopkins@id.edu/idfun/topten/index_topten.html) provide some fascinating insights into the world of infectious diseases.

We welcome

suggestions

for Web sites

to be included

in future

Netphiles

— Harry Brown, Leeds, DrHarry@dial.pipex.com
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A rash on the feet and buttocks

Richard P Usatine

UCLA
200 UCLA Medical

Plaza, Suite 220

Los Angeles, CA 90095-

1628

Correspondence to:

rusarine@ucla.edu

QUESTION: An 18-month-old boy was brought to the doctor’s office by his mom for an

itchy rash on his feet and buttocks. The physician examined the child and made the pre-

sumptive diagnosis of ringworm (Tinea corporis). Topical clotrimazole cream was pre-

scribed. After 2 weeks of continued symptoms, the distraught mom brought the child to

an urgent care center. The child had been unable to sleep at night due to the intense itch-

ing. He was losing weight secondary to his poor appetite. The physician learned that the

family had returned from a trip to the Caribbean prior to the first visit to the physician. The

child had played on beaches that were frequented by local dogs. The physical exam

revealed the lesions seen in Figures 1 and 2. What is the real diagnosis?



ANSWER: On the second visit, the physician recognized

the serpiginous burrows of cutaneous larva migrans

(creeping eruption). Cutaneous larva migrans is caused by

cat or dog hookworm larvae. These larvae penetrate the

unbroken skin ofhumans and migrate through the skin,

looking for the intestines. Never making it that far, the lar-

vae stay concealed ahead of the raised erythematous lin-

ear tracks in the skin. The adult hookworm lives in the

intestines ofdogs and cats and the ova are excreted in the

feces. In this case, the child sat in the contaminated soil

or sand of a Caribbean beach.

How could cutaneous larva migrans be mistaken for

ringworm? Ringworm is caused by dermatophyte fun-

gus. A typical case is seen in Figure 3. There is no worm
in ringworm. Ringworm has an annular appearance

with central clearing. There is redness and scaling on the

perimeter of this well-demarcated lesion. Although this

annular lesion can appear to be created by a worm, its

appearance is due to the centrifugal growth of the fun-

gus. Both conditions have well-demarcated borders and

can have ringlike geometry. Both lesions may be relat-

ed to exposure to infected cats or dogs. Note that the

5-year-old girl in Figure 3 has a cat on her shirt. There

was a cat in the home with some patches of hair loss.

This infection could be due to Microsporum canis, a

zoophilic dermatophyte that primarily infects animals

but occasionally infects humans.
1 A skin scraping was

done, and branching hyphae were identified with light

microscopy.

Diagnosis and treatment of cutaneous larva migrans

The diagnosis is based on the typical appearance

of the serpiginous burrows, especially on the feet or

buttocks. A positive history of sitting on sand or soil

in a tropical region supports this diagnosis. There may

be eosinophilia in the blood, but this is neither neces-

sary nor sufficient to make the diagnosis. The treat-

ment of choice is topical thiabendazole applied 2 to 3

times per day for 5 days.
2,3

If topical treatment fails,

oral albendazole or oral ivermectin are preferred due

to the high frequency of adverse effects with oral

thiabendazole.
2,

3

Diagnosis and treatment of ringworm

A skin scraping treated with potassium hydroxide (KOH)
and analyzed with a microscope can be helpful when clas-

sic hyphae are found on the slide. Fungal cultures pro-

vide the most definitive evidence offungal infection along

with the identity of the fungus. Small infections like the

one seen in Figure 3 usually respond well to over-the-

counter topical antifungals (miconazole, clotrimazole).

Large areas of involvement may require oral antifungal

treatment.

Outcomes

Both children responded to topical therapies, and the con-

ditions healed with no scarring.
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How to submit your medical images for publication in Med.Pix

Do you have images (slides, photos, etc.) of compelling visual cases in clinical medicine?

If other primary care providers would find them interesting, we would like to publish them, along with a

brief description of the clinical presentation and a question for the readers. The answer should provide an

explanation of the clinical case along with information on differential diagnosis and treatment. The treat-

ment section should suggest an evidence-based approach and be supported by current references. Multiple

images may be submitted and interesting connections between these images may be highlighted.

High quality slides, illustrations, and photographic prints may be mailed to:

Richard Usatine, MD; Section Editor, Med.Pix; 200 UCLA Medical Plaza, Suite 220 Los Angeles, CA 90095-

1628; Fax 310-206-0181.

Written descriptions and electronic images may be submitted to: rusatine@mednet.ucla.edu.

Note: If the patients identity is recognizable, a signed permission form should accompany the submission

materials.
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A brief smoking cessation intervention for

adults in hospital is cost-effective

Meenan RT, Stevens V),

Hombrook MC, et al.

Med Care 1998;

36:670-8.

Question

Is an in-hospital smoking cessation program for a general

population of adult patients cost-effective?
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Funding; National
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Design

Cost-effectiveness analysis from the perspective of the

implementing hospital, using data from a controlled trial

with follow-up at 1 2 months.

Setting

Two 200-bed hospitals managed by Kaiser Permanente

Northwest health maintenance organization in Oregon

and Washington.

Patients

A total of 1119 patients >18 years of age (mean age 44

years, 62% women) 1 who reported smoking regularly

in the previous 3 months. Patients with a hospital stay

<36 hours as well as those who were postpartum, admit-

ted for substance abuse, or receiving hospice care were

excluded.

Intervention

Altogether, 453 patients were allocated to the intervention

and were offered 20 minutes of bedside counseling with

an experienced counselor, a 12-minute video, self-help

materials, and 1 to 2 follow-up telephone calls after dis-

charge.
1 A total of 666 patients received usual care.

1

Main outcome and cost measures

Quit rates (self-reported consecutive abstinence from all

tobacco use); incremental quit rate (number of patients

who quit in the intervention group minus the number

who quit in the usual care group); cost per incremental

quit (incremental costs per smoker divided by incremen-

tal quit rate); and discounted life-years saved (DLYS).

Life-years saved were estimated from published data on

smoking-related changes in life expectancy. Total inter-

vention costs included costs to identify newly admitted

smokers, solicit cooperation, deliver bedside counseling,

and follow up after discharge. All costs were reported in

1 994 dollars.

1 Smoking cessation intervention vs usual care at 12 months

Outcome Intervention Usual
care

Increase in relative risk

(95% Cl)*

Number needed to treat

(95% CD*

Abstinence 13.5% 9.2% 47% (5-3 to 105) 23 (12 to 174)

increase in relative risk, number needed to treat, and confidence intervals calculated from data in article.

Main results

An intention-to-treat analysis was used. At 12 months,

patients who had received the smoking cessation inter-

vention had higher quit rates than patients who had

received usual care (P=0.02) (see Table). The cost per incre-

mental quit was S3,697. At a 5% discount rate and an

incremental quit rate of 4.3%, the cost per DLYS was

$3,680, which compares favorably with other well-accept-

ed health care interventions. Sensitivity analysis found

incremental costs per incremental DLYS ranging from

$909 to $53,347 when the quit rate was varied from 8.0%

to 0.6% and the discount rate was varied from 2% to 8%.

Conclusion

An in-hospital smoking cessation intervention delivered to

a general population of adult patients was cost-effective.

COMMENTARY
PatriciaW Stone, Harvard University, Boston, MA
Previous research has found that nurse-managed smoking cessation

programs for patients in the hospital with myocardial infarction are

cost-effective.
2
The analysis by Meenan et al supports and extends

these results. The lower cost-effectiveness ratios associated with

inpatient counseling programs compared with outpatient educa-

tional programs3 support the notion ofa “teachable moment” when

smokers are more likely to respond to a cessation message.

The original trial on which the economic analysis was based was

not randomized. To avoid contamination, the hospital in which

patients received the intervention was alternated each month.
1

The original study took place in 2 hospitals that had smoke-

free policies requiring at least temporary cessation by patients

who smoked. The results may not therefore be generalizable.

Only 52% of patients provided samples for biochemical con-

firmation ofabstinence.* Because ofthis low rate, it is possible that

participants misreported their smoking status. The authors, how-

ever, used sensitivity analyses to estimate cost-effectiveness even

if the incremental quit rate fell from 4.3% to 0.6%.

By combining published data on smoking-related changes

in life expectancy with overall life expectancy, the analysts could

more accurately predict the long-term effects ofsmoking cessation

for individuals with differing smoking habits. The long-term out-

comes were discounted, which assumes that people place greater

value on something they have today rather than on something they

will have in the future. The authors were able to investigate the

impact of discounting using sensitivity analyses.

‘Data provided by authors.

1

Stevens V], Glasgow RE, Hollis JF, et al. A smoking-cessation

intervention for hospital patients. Med Care 1993; 31:65-72.
2
Krumholz HM, Cohen BJ, Tsevat J, et al. Cost-effectiveness

of a smoking cessation program after myocardial infarction. J
Am Coll Cardiol 1993; 22:1697-702.

3 Salkeld G, Phongsavan P, Oldenburg B, et al. The cost-effec-

tiveness of a cardiovascular risk reduction program in general

practice. Health Policy 1997; 41:105-19.

This article was originally published in Evidence-Based Nursing 1 999; 2:58.
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Learning how to live with a child with ADHD
is a long process

Question

How do families with children who have attention deficit

hyperactivity disorder (ADHD) manage the persistent

difficulties caused by their children’s symptoms?

Design

Grounded theory.

Setting

United States.

Participants

A total of 1 5 families ( 1 4 white) with > 1 child withADHD
between the ages of6 and 1 8 years. TheADHD child and

>1 parent had to be willing to participate. Fifteen moth-

ers, 10 fathers, 20 children with ADHD (mean age 1

1

years, l6boys),and l4siblingswithoutADHD (mean age

1
1
years, 8 boys) were interviewed. Five families had a

single mother, 7 had both biological parents living at home,

and 3 had a biological mother and a stepfather.

Methods

Altogether, 109 individual and family open-ended inter-

views, each lasting 30 to 90 minutes, were done in the

home. Each person was asked to describe what it was like

to live withADHD orwith a family member withADHD
and how their family functioned. Second individual and

family interviews were done 8 to 1 2 weeks later.

Main findings

Outlasting disruption was the core variable. Family life was

described as chaotic, conflictual, and exhausting. Dis-

ruptive behaviors were aggression, out-of-control hyper-

activity, emotional and social immaturity, academic

underachievement and learning problems, family con-

flicts, negative peer interactions, and isolation and rejec-

tion from the extended family. Parents regained control

over their lives (process ofreinvestment) using a 3-step model

(making sense, recasting biography, and relinquishing the

good ending).

Making sense had 4 categories. Sinking in dealt with

being able to admit that a problem existed. Believingdealt

with coming to terms with the child’s identified problem

and working toward normal functioning. Wearingoutwas

a cyclical process of getting stuck, giving up, recharging,

burning out, and getting stuck again. Transferring respon-

sibility included relinquishing the idea that normal func-

tioning was possible.

Recasting biography involved parents’ examining their

lives and developing new directions. Its categories were

remembering their own childhood difficulties; grieving for

past and current situations and the child’s inability to

become a strong and self-confident adult; individuating,

which occurred when the mother realized that she had to

“separate” from the child (often a son); and restoring self,

in which parents put energies back into themselves and

felt comfortable with who they were.

Relinquishing the good ending was the final process. It

involved letting go ofthe beliefthat a child withADHD was

just like everyone else and movingbeyond griefThe categories

were deintegratingstigmabyexamining theirown beliefs about

ADHD, gainingperspective by changing old beliefs and fos-

tering an emotional acknowledgment of the disorder, and

lettinggo ofthe anticipatednormalchild Once these processes

were complete, parents were able to come to terms with the

child’s disability and engage in reinvestment in the “real” chil-

dren, family, other children, marriage, and themselves.

Conclusion

Parenting a child with ADHD was a long and arduous

process. Parents oudasted the disruption by making sense

of the disorder, recasting biography, and relinquishing

the good ending.

COMMENTARY

Steven Pryjmachuk, University of Manchester, Manchester UK

ADHD, a disorder involving inattentiveness, overacuvity, and impulsivity, has been the subject

of recent debate in child and adolescent mental health. Much ofthe debate has centered on estab-

lishing diagnostic criteria and on specific interventions; Kendall’s study, in contrast, centers on

the experiences of those who are part of a family that has a child with ADHD.
Although Kendall identifies a specific process and constituent subprocesses in the families stud-

ied, this is not the main strength of the study. Its main strength lies in the way in which it persua-

sively reminds the reader that the real-life experiences of those living with a specific mental health

problem are equally effective in informing practice as are more formal sources such as textbooks. As

Kendall herself points out, all too often the focus of any intervention with families similar to those

described in the study is on training family members to be better caregivers or parents. Issues impor-

tant to the families themselves, such as offering physical or emotional support, respite, or family-

centered mental health services, are rarely given the attention they deserve.

Because the study gives us insight into the experiences ofonly a few families with a child with

ADHD, the identification of specific processes is only useful if it is set to inform rather than pre-

scribe. Moreover, as with any research, the study raises more questions than answers:

• Are the predominantly white, “high-functioning and well-educated” families

included in the study typical of other families with children with ADHD?
• Are these families different from other families caring for a family member with

special needs?

• Are similar processes evident in families that appear to be comparatively stress-free?

• What about families who do not oudast disruption?

Kendall ). Qual Health

Res 1998; 8:839-57.
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Oregon Health Sci-
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Women develop multiple coping strategies to

deal with menopausal transitions

Question

What are women’s experiences of menopausal transitions,

and how do they interpret and respond to the changes they

experience?

Design

Grounded theory.

Setting

United States.

Patients

A total of6 1 women who were experiencing menopausal

transitions (changes in menstrual bleeding, hot flashes,

and changes in feelings and emotions). The age range

was4l to 54 years. Most were white, middle-class, college-

educated, and employed outside the home.

Methods

Women were interviewed by telephone (23 to 1 10 min-

utes for each interview, with most lasting from 40 to 45

Debbie Kralik, Flinders University ofSouth Australia, 36 Beeston Way, West Lakes, South Australia,

Australia 5021

The study presented by Kartell et al provides an intimate description of the needs and concerns of

women experiencing menopausal transitions and shows the individuality ofthe menopausal expe-

rience. Research that focuses on the feelings, behaviors, and daily challenges ofwomen who are expe-

riencing changes in their menstrual cycle has not previously been published.

Data were generated by a single telephone call to each participant, and the interviews were

guided by a prepared interview schedule. The interview might not have provided the participants

with an adequate opportunity to reflect and articulate the most important aspects of living

through menopausal change. The validity of the process of analysis might have been enhanced if

the women had been invited to review the findings. However, illustration of the women’s expe-

riences using their words verbatim has provided an understanding ofhow the researchers arrived

at their findings.

Two key concepts emerged from the data: concealment and control During menopausal

transitions, women described a desire to conceal the changes they were experiencing from oth-

ers and to maintain a sense ofcontrol over the social and functional aspects of their lives. From

these concepts the researchers developed the core variable of keeping up appearances. The term

“appearance” encompassed all aspects of the presentation of self.

This study shows how unpredictable life during menopausal transition can be, and its find-

ings should be made widely available to women, who often seek medical intervention only

when they can no longer tolerate or control their symptoms. Johnson’s extensive previous

research has shown that having accurate expectations reduces distress.
1

Through this study, the reader is sensitized to the experiences of women living through

menopausal transitions and, as such, the findings are not only important to nurses but also

to the wider community.
1

Johnson JE, Fielder V, Jones L, et al. Self-regulation theory: applying theory to your practice.

Pittsburgh, PA: Oncology Nursing Press, 1997.
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minutes) and asked to describe the changes that they were

experiencing, how they felt about the changes, and ways

in which the changes were affecting their lives. Changes

could be related to bleeding, hot flashes, feelings and

emotions, sleep, appearance, energy level, weight,

appetite, digestion, sexual feelings, or other areas. Data

were analyzed, processes were identified, and a theory was

developed.

Main findings

The basic core variable (social process) was described as

keeping up appearances. Appearance encompassed all

aspects ofpresentation ofthe self and perceptions ofbeing

a certain type of person. Women attempted to keep up

appearances by concealing changes and by maintaining a

sense of control in relation to physical and emotional

changes. Women hid changes by keeping silent, keeping

to themselves, detaching themselves, masking feelings or

behaviors, avoiding discussions, diverting inquiries and
j

ignoring, minimizing, or dismissing the effects ofchanges.

The unpredictability of the changes left women feel- i

ing as though they had no control over what was happen-

ing to them. They wanted control to avoid embarrassment

and to be able to function with minimal disruption.

Control was maintained through management strategies

(increased self-monitoring and self-care, monitoring the

environment and interactions with others, and making

adjustments).

Women felt vigilant and anxious in situations that

could potentially disclose their menopausal status and

confident and secure when the threat of disclosure was

absent. Women sought help or felt frustrated in situa-
j

tions of potential social exposure and felt silent and

detached when the threat of exposure was absent.

Women’s feelings about, and responses to, changes var-

ied over time and according to the characteristics of the

change. If they felt that the changes were normal and not

disruptive, they felt secure and undisturbed. If they felt

that the changes were unexplained or disruptive, they

became vigilant and used strategies to find out what was

happening and how to minimize the disruption. In cases
;

in which they had no control and a high threat of social

disclosure, women sought professional help.

Conclusions

When women experienced menopausal transitions, they

sought to regain control of the physical and emotional

changes to keep up appearances.



Best Practice
EVIDENCE-BASED CASE REVIEW

Heart failure: Part II.

Recap: Mr. G., a 6o-year-old, previously healthy

retiree is now 3 weeks status post an uncompli-

cated Ml and has just been readmitted to the hos-

pital with an EF of 35%.

Sudden death accounts for approximately 50% of mor-

tality in patients with heart failure.
1

Most result from a

lethal arrhythmia. Routine monitoring of the EKG has

not been shown to reduce mortality in otherwise asymp-

tomatic persons with heart failure. Type I anti-arrhyth-

mic drugs have no place in the management of patients

like Mr. G., because their proarrhythmic effects increase

as the EF falls. Despite research showing the benefit of

ACE inhibitors in treating heart failure, up to 60% of

patients are not given ACE inhibitors, and many patients

who are prescribed them are given lower doses than rec-

ommended (recommended doses are enalapril, 10 mg
BID; lisinopril, 10 mg QD; captopril, 50-100 mg BID).

2 9

If Mr. G. is on an ACE inhibitor for heart failure, can

he also be on aspirin?

When heart failure results from CAD, it makes sense to

use both ASA and ACE inhibitors. This poses a prob-

lem, however, in that a major clinical effect of ACE
inhibitors comes from stimulating prostaglandin synthe-

sis, while aspirin inhibits prostaglandin synthesis. A dou-

ble-blind cross-over study done to evaluate the effect of

enalapril with and without aspirin found that enalapril

was more effective at reducing systemic vascular resistance

when given without aspirin.
10

'
11

Nevertheless, given the

benefits of aspirin, and pending more data, it is reason-

able to conclude, for the time being at least, that the ben-

efits ofaspirin outweigh its risks in patients with coronary

artery disease who are on ACE inhibitors. Another recent

study suggests that because of a similar mechanism (inhi-

bition of renal prostaglandins), nonsteroidal anti-inflam-

matory drugs (NSAIDs) limit the response to diuretics.

It seems prudent to restrict NSAIDs when possible in

patients with heart failure and to monitor carefully renal

function and volume status of patients.
12

Is there still a role for supplemental oxygen in CHF?

Studies have suggested that supplemental oxygen decreases

cardiac output and increases systemic vascular resistance

in patients with heart failure. This effect appears to be dose-

dependent, so physicians should probably choose the low-

est concentration of supplemental oxygen necessary.
13

Continuous positive airway pressure (CPAP), delivered

by a tight-fitting face mask, can improve oxygenation,

decrease respiratory work, and decrease ventricular after-

load. The nasal equivalent ofCPAP, called BiPAP (Bilevel

Positive Airway Pressure), is generally more acceptable to

patients and appears to be at least as effective in patients

with CHF as well. The benefit may be greatest in patients

with high pulmonary capillary wedge pressure (PCWP).

It is especially useful to consider one of these modalities

during an episode of acute pulmonary edema, but one

must be willing to stop if it leads to deterioration .

11
*
16

What is the role of diuretics in heart failure?

For decades diuretics, given by intravenous bolus, con-

tinuous IV drip, or orally, have represented the main-

stay of therapy for heart failure patients. Oral therapy is

generally safest, while a continuous IV drip may be the

least safe method of administration.
17 When choosing a

diuretic, the cost, site and mechanism of action, effect

on electrolytes, dosage, half life, and time ofonset should

all be considered. The potassium-sparing diuretics have

the advantage ofnot wasting potassium, but they are rel-

atively weak diuretics. As heart failure worsens, it may

be necessary to combine diuretics, and there is a benefit

from combining diuretics that work at different sites.

Despite their benefits in controlling symptoms of con-

gestion (pulmonary and peripheral), diuretics are asso-

ciated with a relatively high incidence of adverse

reactions; for this reason physicians may choose other

treatments. A prospective study evaluated the strategy for

discontinuation ofdiuretic therapy and found that older

patients were less able to be weaned. In one study of

withdrawal from diuretic therapy, 4 patients out of 33

studied experienced sudden death.
13

It is wise to moni-

tor patients on diuretics closely, and to be cautious when

weaning patients from diuretics.

Is there a role for beta blockers in managing heart

failure?

Although beta blockers have long been considered con-

traindicated in heart failure, there is now credible evidence

that they have an important role, particularly in people

with mild to moderate chronic failure.
18

Several ran-

domized controlled trials suggest the benefits of adding

a beta blocker to diuretics and ACE inhibitors in the

setting of chronic heart failure.
19 21

This benefit is pre-

sumably achieved by reducing the sympathetic activity
22

and results in a delay in the progression of disease.

Contraindications to beta blockers include bronchospastic

disease, severe bradycardia, and possibly diabetes. Several

studies, all manufacturer-supported, suggest that carvedilol,

a nonselective beta antagonist with alpha blocker and

antioxidant effects, appears to be effective
23, 24 (Other
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long-acting beta blockers may be equally effective.) Of
note, many beta blocker trials were biased in favor ofbeta

blockers, because they included a “run-in period” dur-

ingwhich all patients received beta blockers. After this ini-

tial period, patients who deteriorated or died on the beta

blockers were excluded from the studies, and their bad

outcomes were omitted from the study results.

Furthermore, the remaining patients who were then ran-

domized either had continuation or discontinuation of

beta blockers, so that the studies were really comparing

beta treatment with beta blocker withdrawal, which is well

known to be deleterious in a substantial number of

patients. The CIBIS II trial, however, also found impor-

tant benefit with beta blockers in an RCT that did not

include a run-in period. This manufacturer-supported

trial suggests a protective effect in chronic heart failure.

Seventy-four patients with mild to moderate heart fail-

ure would have to be treated with ACE inhibitors for 1

year to prevent 1 death. In contrast, 29 patients would

need to be treated with anACE inhibitor plus beta blocker

to prevent 1 death.
25

If beta blockers are to be used, they

should be started only in patients with stable, compen-

sated heart failure. Initial doses should be low, with slow

upward titration as blood pressure is closely monitored.

Benefits are to be expected only after the first month or

two. The use of beta blockers may be an area where the

primary care provider can find benefit from consulting a

cardiologist.

What is the role of nitrates?

The clinical role of nitrates in the chronic care of chronic

congestive heart failure has decreased, as ACE inhibitors

and diuretics have been used successfully in combina-

tion. Nitrates are enodilators, which reduce cardiac vol-

umes and filling pressures. In theory, nitrates can reduce

pulmonary edema without reducing blood pressure, but

patients develop tolerance to the drugs. Therefore, their

use should be reserved for patients with angina or high

preload levels, and some clinicians advocate periods when

the patient is off nitrates.

What is the role of digitalis?

Digitalis' popularity has waxed and waned over the years.

Digitalis improves cardiac contractility (it is a positive

inotrope), reduces the activity of the sympathetic ner-

vous system, and reduces activity ofthe renin-angiotensin

system in patients with systolic dysfunction. It has clear

benefits in the management ofatrial fibrillation associated

with CHE Unfortunately, in heart failure its benefits may

be offset by an increased incidence of drug-induced

arrhythmias. It remains unclear whether digitalis has a role

in managing patients with CHF who are in sinus rhythm.

A number of studies are frequently cited as providing

support for the use ofdigitalis in such patients, in the pres-

ence of systolic dysfunction, as an adjunct to other stan-

dard therapy. Two large randomized trials (PROVD and

RADIANCE) reported better outcomes in patients

treated with digitalis than in those receiving placebos;
26

furthermore, the benefits found in these studies seemed

to accrue with low doses, which would theoretically min-

imize the incidence of arrhythmias.
29

In both studies,

however, all subjects were already receiving chronic digi-

talis therapy at the time of enrollment, which biases the

results. Digitalis has not been shown to reduce mortal-

ity, but it does result in a decrease in hospitalization.
30

Are other drugs important for patients with heart

failure?

Positive inotropes such as enoximone and vesnarinone,

and antiarrythmics such as amiodarone seem to increase

exercise tolerance or other quality-of-life measures, but are

not associated with increased survival and may actually

decrease survival. While such drugs cannot be generally

recommended, there may be individual patients for

whom the trade-off of a shortened length of survival in

return for an increased quality oflife in the short term may

represent an attractive choice.
31

Is there a role for positive inotropes?

A number ofpositive inotropic agents (phosphodiesterase

inhibitors and dopamine agonists), which first met with

great enthusiasm, have now fallen into disfavor. Even

though they acutely increase cardiac output and improve

hemodynamics, thus producing an associated short-term

improvement in symptoms, they seem to accelerate the

underlying problem, leading to more rapid deteriora-

tion and earlier mortality. Enoximone, a cyclic adeno-

sine monophosphate phosphodiesterase inhibitor, has

been touted as increasing exercise tolerance. A double-

blind RCT showed that while it did increase some aspects

ofquality oflife, the effect was transient and treatment was

associated with increased mortality.
32 An RCT of ves-

narinone suggested it offered benefit at low doses but was

harmful at higher doses. Given the narrow therapeutic-to-

toxic ratio, this drug is not destined for routine use.
33

Milrinone, a phosphodiesterase inhibitor, resulted in an

increased mortality in patients with severe heart failure,

possibly due to a proarrhythmic effect.
34, 35

Is there a role for antiarrhythmics?

Because about halfofall deaths in CHF are sudden deaths,

there is great interest in the use of antiarrythmics in these

patients, despite the potentially proarrhythmic effects

known to occur with chronic use of such agents. Most

ofthe attention has centered on amiodarone, a very effec-

tive Class IV antiarrhythmic, but one with a prominent

side-effect profile when used in “standard” doses. Use of

lower daily doses, such as 300 mg per day, however, seems
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to maintain efficacy and diminish many of the major

adverse effects.

A recent RTC followed patients with EF less than 35%
and asymptotic ventricular arrhythmias. The study com-

pared patients given amiodarone with those given no anti-

arrhythmic. There was some benefit, but the numbers

were small and several patients dropped out of the

study.
36
Another RCT from the Veterans Administration

system involving patients taking higher doses came to a

different conclusion. Despite effective suppression ofven-

tricular arrhythmia and improved LVED, amiodarone did

not decrease mortality.
37

Finally, a meta-analysis of 13

studies with over 6,000 total patients found a relatively

small benefit with the drug (a 13% relative decrease in

overall mortality, due mostly to a 29% relative decrease

in sudden death), but at the cost of a small (1%) absolute

increase in pulmonary toxicity. In summary, there does

appear to be some benefit of low-dose amioderone, but

the overall impact on mortality will likely be small given

the poor overall health of heart failure patients.
38

In summary, while nearly half of all deaths in heart

failure patients are due to sudden lethal arrhythmias, and

the use of anti-arrhythmic drugs would seem to make

sense, the data have not supported their use. Multiple

methods have been suggested, however, to assess prog-

nosis and intervene to improve survival. The Firmest

evidence comes from the more than two dozen studies

that have suggested a substantial reduction in mortal-

ity by using ACE inhibitors.
39

Is there anything else I can provide for Mr. G?

Mr. G. needs to be educated about his disease and its prog-

nosis, including its progressively worsening course.

Patients should be told about the crucial role of exercise

to enhance functional status and quality of life (but appar-

ently not length of life). Patients may do better when

they are given anticipatory counseling, discussing what

symptoms to expect and how to treat them, the benefits

of regular exercise, the importance of a low salt diet, the

need to take medicines as directed, and issues related to

a durable power of attorney. The prognosis for this dis-

ease remains poor. The 12-month mortality is estimated

at nearly 50%, underscoring the need to raise end-of-life

issues with patients. Researchers from the SUPPORT
study interviewed nearly 1 ,000 patients hospitalized with

a exacerbation ofheart failure. Nearly one-quarter (23%)

indicated that they did not wish to be resuscitated in the

event ofa cardiac arrest. Yet only 25 of study participants

ever discussed the topic with their physicians. Physicians

were unable to predict their patients’ preferences.

Mr. G. is placed on an ACE inhibitor, a beta blocker,

and cholesterol-lowering medication. He has started car-

diac rehabilitation and has met several times with the car-

diac dietitian. He has been educated about how to take

his medication and how to use his bathroom scale to mon-

itor his fluid status.

Is Mr. G. now ready for discharge?

According to AHCPR, Mr. G. should be discharged from

the hospital when:

• Symptoms of heart failure have been ade-

quately controlled.

• All reversible causes of morbidity have been

treated or stabilized.

• Family/caregivers have been educated about

medications, diet, activity and exercise rec-

ommendations, and symptoms ofworsening

heart failure.

• Adequate outpatient support and follow-up

care have been arranged.

During the past decade, the length of stay for elderly

patients has decreased by 18%. 40
For many conditions

there has been a concomitant increase in readmission

rates. Several studies over the past few years have docu-

mented the enormous benefit to patients (quality of life)

and society (reduced costs) associated with a greater use

ofmultidisciplinary home care services. Researchers at the

University of Pennsylvania looked at whether a multidis-

ciplinary intervention could decrease readmission rates

(and costs associated with readmission). Patients were

assigned to either routine or comprehensive discharge

planning. Those who received the nurse-administered

comprehensive discharge planning (education, referrals,

telephone monitoring of status, etc.) fared better, with

fewer hospitalizations.
40 42

Researchers ar Kaiser have shown that a nurse-medi-

ated system ofaftercare, including diet education (reduced

sodium intake), regular telephone monitoring, and feed-

back to the primary care physician improved clinical out-

comes and reduced costs.
43 The results of the study have

been confirmed by several other groups, including

Veterans Administration patients
44 and others.

45 ’ 46
It thus

seems quite reasonable for heart failure patients to assure

that, prior to discharge, arrangements have been made

for close follow-up, patient education, and instructions

concerning medication compliance and interventions

required if conditions worsen. When dedicated groups

of physicians and nurse practitioners provided care,

including behavior modification, exercise interventions,

and dietary counseling, compliance with medications

increased, feelings ofwell-being improved, and emergency

room visits and hospital admissions decreased.
47

Patients like Mr. G., hospitalized for heart failure,

should be seen or contacted within 1 week of discharge,

to make sure that they are stable in the outpatient set-

ting and to check their understanding ofand compliance

with the treatment plan.
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Key Clinical Points

• A minority of patients with heart failure are receiving ACE

inhibitors— the only class of drugs proven to decrease

mortality

• Beta blockers can have a beneficial effect when used in

patients with mild to moderate heart failure, started early,

titrated up slowly, and monitored closely to allow with-

drawal in the presence of significant adverse outcomes

• Patient education about lifestyle changes, prognosis, and

issues related to quality of life and end of life are as

important as choosing the proper medications
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CLINICAL EVIDENCE

Genital herpes

This article comes from Clinical Evidence, a new resource for clinicians produced jointly by the BMJ Publishing Group

and the American College of Physicians—American Society of Internal Medicine. Clinical Evidence is an extensively

peer reviewed publication that summarizes the best available evidence on the effects ofcommon clinical interventions

gleaned from thorough searches and appraisal of the world literature. The first issue is available in book form in the

UK in June with a US version planned for publication in October. The second issue will be updated and expanded to

cover more topics and questions and will be published six months later. Please see the advertisement for more infor-

mation or alternatively visit our Web site at www.evidence.org.

QUESTIONS: What are the effects of antiviral

treatment on a first episode of genital herpes?

Which interventions reduce the impact of recurrent

genital herpes? Which interventions prevent trans-

mission of herpes simplex virus?

INTERVENTIONS

Beneficial

Oral antiviral treatment during the first episode

Oral antiviral treatment taken at the start of a recurrence

Daily oral antiviral treatment in people with high rates

of recurrence

Key Clinical Points

• Evidence from randomized controlled trials (RCTs)

shows that oral antiviral treatment reduces the dura-

tion of symptoms, lesions, and viral shedding in first

and recurrent episodes of genital herpes and that

daily treatment reduces the rate of recurrence

• Evidence from RCTs shows no significant difference in

effectiveness or adverse effects between acyclovir

(aciclovir), valaciclovir, and famciclovir

• Interventions to prevent sexual transmission have not

yet been adequately assessed in RCTs

• The highest risk of mother-to-baby transmission is

among women who are newly infected with genital

herpes in late pregnancy. Interventions aimed at pre-

venting infection in late pregnancy (such as serologi-

cal screening and counseling) have not been

evaluated.

• The effect of cesarean section on mother-to-baby

transmission has not been evaluated. The procedure

carries the risk of excess maternal morbidity and mor-

tality

• Limited evidence from RCTs suggests that antiviral

treatment may reduce the number of pregnant women
with genital lesions at term. Since women with geni-

tal lesions at term are usually offered cesarean sec-

tions, antiviral treatment may reduce the rate of

cesarean sections

Likely to be beneficial

Daily oral antiviral treatment in late pregnancy in women
with a history of genital herpes

Unknown effectiveness

Psychotherapy

Interventions to prevent sexual transmission

Cesarean section in women with genital lesions at term

Serological screening and counseling in late pregnancy

Definition

Genital herpes is the result ofan infection with herpes sim-

plex virus type 1 or 2 (HSV-1 or HSV-2), which causes

ulceration in the genital area. HSV infections can be clas-

sified on the basis of virological and serological findings.

Types of infection include: first-episode primary infec-

tions (HSV in a person without evidence of previous

infection—that is, no antibodies to HSV-1 or HSV-2);

first-episode non-primary infections (HSV-2 in a person

who previously had antibodies to HSV-1); and first rec-

ognized recurrence ofHSV-2 or HSV-1 in a person who
previously had antibodies to HSV-2 or HSV- 1 . Recurrent

genital herpes is caused by reactivation of latent HSV.

Prevalence

Genital herpes infections are among the most common
sexually transmitted diseases. Seroprevalence studies show

that 22% ofadults in the United States have HSV-2 infec-

tion
1

; a U.K. study showed that 23% of adults attending

sexual medicine clinics and 7.6% of blood donors in

London had antibodies to HSV-2.
2

Etiology

Both HSV-1 and HSV-2 can cause a first episode of gen-

ital infection, but HSV-2 is more likely to cause recur-

rent disease.
3 Most people with HSV-2 infections are not

aware that they have genital herpes, as their symptoms

are mild. However, these people serve as a source of new

infections for sexual partners and newborns. 4,

5

Prognosis

The sequelae of HSV infection include neonatal HSV,

opportunistic infections in immunocompromised people,
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recurrent genital ulceration, and psychosocial morbidity.

HSV-2 infection is associated with an increased risk of

HIV transmission and acquisition. The commonest neu-

rological complications are aseptic meningitis (reported

in about a quarter ofwomen during primary infection)

and urinary retention. The risk of neonatal infection is

high (41%, 95% Cl 26% to 56%) in babies born to

women who acquire infection near the time of labor
6 ' 7

and low (<3%) in women with established infection, even

in those who have a recurrence at term. About 15% of

neonatal infections result from postnatal transmission

from oral lesions.

Aims

To reduce the morbidity of the first episode, to reduce

the risk ofrecurrent disease after a first episode, and to pre-

vent further transmission.

Outcomes

Severity and duration of symptoms, healing time, dura-

tion of viral shedding, rates of recurrence, psychoso-

cial morbidity, rates of transmission, adverse effects of

treatment

Methods

Medline was searched for articles published from 1992

to 1998 using the terms herpes simplex virus, valaci-

clovir, famciclovir, cidofovir, trifluridine, and neonatal

herpes. Preliminary results of clinical trials published

in the abstracts of the Interscience Conference on

Antimicrobial Agents and Chemotherapy and the

International Society for STD Research were also

included. Experts in the field, as well as makers ofantivi-

ral drugs, were contacted to identify completed studies

which were undergoing peer review but had not yet been

published.

QUESTION: What are the effects of antiviral treat-

ment on a first episode of genital herpes?

Evidence from RCTs shows that oral antiviral treatment

decreases the duration of lesions, symptoms, and viral

shedding and prevents neurological complications in

patients with first-episode genital herpes. It is more con-

venient than intravenous treatment and more effective

than topical treatment. Limited data provide no evidence

that oral antiviral treatment reduces the rate of recur-

rence compared with placebo. Evidence from RCTs shows

no significant difference between acyclovir (aciclovir),

valaciclovir, and famciclovir.

Benefits

No systematic review

Immediate effects

We found several RCTs (>350 men andwomen) oforal acy-

clovir (aciclovir) for the treatment of first-episode genital

herpes. Compared with placebo, acyclovir 200 mg 5 times

a day decreased the duration ofviral shedding (2 vs 1 0 days),

pain (5 vs 7 days), and time to healing of lesions (8 vs 14

days) and prevented formation ofnew lesions. Neurological

complications (aseptic meningitis and urinary retention)

were also reduced. Numbers were small, so no firm esti-

mates of effectiveness were available.
12

Different regimens

In an international trial of 643 healthy adults with first-

episode genital herpes, valaciclovir 1000 mg twice daily

was compared with acyclovir 200 mg 5 times a day for

1 0 days.
13 No significant differences were noted between

the 2 drugs in any clinical or virological variables. Another

RCT evaluated 3 different doses of famciclovir (125 mg,

250 mg, or 500 mg 3 times a day) versus acyclovir 200

mg 5 times a day in 95 1 adults with first-episode genital

herpes.
14 No significant differences were found.

Recurrence rates

A meta-analysis of2 placebo-controlled RCTs in 61 par-

ticipants showed no significant difference in time to recur-

rence or frequency of recurrence between those given

acyclovir and those given placebo.
15

Harms

Adverse effects (mostly headache and nausea) were rare

and occurred with similar frequency on acyclovir (aci-

clovir), valaciclovir, famciclovir, and placebo.

Comment
Intravenous and topical acyclovir have also been studied.

Oral acyclovir is more convenient than intravenous and

more effective than topical preparations.
16

QUESTION: Which interventions reduce the impact

of recurrent genital herpes?

OPTION: ANTIVIRAL TREATMENT AT THE START

OF RECURRENCE
Evidence from RCTs shows that oral antiviral treatment

taken at the start of recurrence reduces the duration of

lesions, symptoms, and viral shedding in patients with

recurrent genital herpes.

Benefits

No systematic review. Several RCTs in >650 healthy adults

with recurrent genital herpes were identified in a nonsys-

tematic review published in 1990.
17
These evaluated 5 days

of oral acyclovir 200 mg 5 times a day or 800 mg twice a
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day initiated at the first sign of recurrence. Compared with

placebo, treatment decreased viral shedding ( 1 vs 2 days) and

duration of lesions (5 vs 6 days). An RCT in 739 people

with recurrent genital herpes compared patient-initiated

valaciclovir 500 mg or 1000 mg twice daily for 5 days with

placebo. Valaciclovir decreased the duration of episodes (4

vs 6 days), reduced viral shedding (2 vs 4 days), and increased

the rate of aborted recurrences (31% vs 21%). An RCT
of famciclovir (125 to 500 mg twice daily) versus placebo

in 467 people with recurrent genital herpes found a signif-

icant reduction in the duration of lesions (5 vs 4 days) and

viral shedding (3 vs 2 days).
19

Differences were significant

for all doses of famciclovir (P<0.01). Two RCTs in 1939

patients found no significant difference between valaciclovir

and acyclovir.
20, 21

Harms

Adverse effects (mostly headache and nausea) were rare

and occurred with similar frequency during treatment

with acyclovir, valaciclovir, famciclovir, and placebo.

Comment
The benefit was greater if the patient initiated treat-

ment at the first symptom or sign ofrecurrence.
22

People

with recurrent herpes can learn to recognize recurrences

early and should have an adequate supply of medicine

at home.

OPTION: DAILY MAINTENANCE ANTIVIRAL

TREATMENT
Evidence from RCTs shows that daily maintenance treat-

ment with oral antiviral agents reduces the frequency of

recurrences and viral shedding in patients with genital

herpes. Daily treatment may also improve psychosocial

function.

Benefits

No systematic review

Recurrence rates

Several RCTs were identified in a nonsystematic review

published in 1990.
17
These compared daily treatment

with varying doses of acyclovir versus placebo for pre-

vention of recurrences in people with genital herpes.

Most participants had a history of frequent recurrences

(6 or more each year). Daily acyclovir reduced the recur-

rence rate by 74% to 93%, and recurrences were shorter

than those that occurred without treatment (3.5 vs 5

days).
17 Of 210 adults who completed 5 years of con-

tinuous treatment with acyclovir 400 mg twice daily,

53% to 70% were free of recurrence each year.
23

The first year of this study was a double-blind,

placebo-controlled RCT in 1146 adults. Those on acy-

clovir had significantly fewer recurrences during the first

year (1 .7 vs 12.5, P<0.0001). Two RCTs evaluated daily

valaciclovir.
24, 25

In a 1 year study of 479 adults, 40%
to 50% of people who received valaciclovir 500 mg or

1000 mg once daily, valaciclovir 250 mg twice daily, or

acyclovir 400 mg twice daily were free from recurrence,

compared with 5% of people who received placebo.

Two RCTs evaluated daily famciclovir for up to 1 year

in adults with frequently recurring genital herpes.
26, 27

In a 1 -year study of45 5 adults treated with varying doses

of famciclovir, the median time to first recurrence was

1 1 months for famciclovir 250 mg twice daily and 1.5

months for placebo.

Viral shedding

One RCT has evaluated the effect of daily maintenance

treatment on viral shedding in women with recently

acquired genital HSV-2 infection. Participants provided

swabs for viral cultures daily for 70 days while receiving

acyclovir 400 mg twice daily or placebo. Viral shed-

ding was reduced by 95% on days with reported lesions

and by 94% on days without lesions.

Psychosocial morbidity

There were no RCTs that assessed this outcome. The effect

of daily acyclovir on psychosocial morbidity has been

assessed in a prospective observational study of 102 men
and women with frequently recurring genital herpes.

29

Patients were questioned to assess their mental health and

psychosocial functioning. Levels ofanxiety and depression

fell from 63% to 26% in 80% of patients who completed

3 months of acyclovir treatment.

Harms

Daily treatment with acyclovir, famciclovir, and valaci-

clovir was well tolerated. Patients on acyclovir have been

followed for up to 7 years and on famciclovir and valaci-

clovir for up to 1 year. Nausea and headache were infre-

quent, and patients rarely discontinued treatment

because of adverse effects. Whether daily maintenance

treatment increases high-risk sexual behavior has not

been studied. There is no evidence that daily treatment

with acyclovir results in the emergence ofacyclovir-resis-

tant HSV during or after cessation of treatment in

healthy adults.
30

Comment
Although continuous treatment is safe, discussion of ces-

sation of treatment is reasonable on an annual basis, as

some patients experience less frequent recurrences with

time or experience less distress during the recurrences.

Several effective dosages have been studied: most patients

prefer regimens of once- or twice-daily doses. Patients

with frequent recurrences may benefit from twice-daily

treatment.
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OPTION: PSYCHOTHERAPY
The effects ofpsychotherapy on the rate of recurrence of

genital herpes have not yet been adequately studied.

Benefits

A systematic review published in 1 993 identified 6 stud-

ies ofpsychotherapeutic interventions in 69 participants

(4 studies had <10 participants).
31

Interventions varied

from hypnotherapy and progressive muscle relaxation to

cognitive therapy and multidimensional psychosocial

intervention. In the largest study, 31 patients with 4 or

more recurrences each year were randomly allocated to

treatment with psychosocial intervention, social sup-

port, or a place on a waiting list. Participants receiving

psychosocial intervention had significantly lower recur-

rence rates (6 per year) compared with the pretreatment

frequency (11 per year) and with the other groups (11

per year).

Harms

No adverse effects were noted.

Comment
Small numbers ofpatients, inadequate controls, and sub-

jective and retrospective assessment of recurrence fre-

quency at baseline limit the usefulness of these studies.

Controlled studies that include prospective clinical eval-

uation of disease activity are needed.

QUESTION: Which interventions prevent transmis-

sion of HSV?

OPTION: CONDOMS, ANTIVIRAL TREATMENT,

IMMUNIZATION

The effectiveness of these interventions in preventing

HSV transmission has not been adequately studied.

Condoms

No RCTs. In a prospective cohort study of 144 couples

in the United States discordant for HSV-2 infection,

use of condoms or diaphragms was associated with a

lower rate of HSV-2 acquisition, 5.7% versus 13.6%

(P=0.2).
32

Antiviral treatment

No RCTs have looked at rates oftransmission. RCTs have

shown, however, that daily antiviral treatment decreases

the frequency ofclinical and subclinical viral shedding (see

above). There is no direct evidence that treatment reduces

HSV transmission in serologically discordant couples.

Immunization

No effective vaccines are currently available.

Harms

The same as for individual interventions

Comment
Controlled studies of condoms for the prevention of

HSV-2 transmission are unlikely to be done. As HSV reac-

tivates over a wide genital area, condoms may offer less

protection against genital herpes than for STDs charac-

terized by urethral or cervical discharge.

OPTION: CESAREAN SECTION

The effect of Cesarean section on the risk of neonatal

herpes is uncertain. The procedure carries the risk ofexcess

maternal morbidity and mortality.

Benefits

No RCTs have assessed the benefits of Cesarean section.

In the Netherlands, women with recurrent genital her-

pes at delivery have been allowed vaginal birth since 1 987.

This policy has not resulted in an increase of neonatal

herpes: 26 cases occurred from 1981 to 1986 and 19 cases

from 1987 to 1991. 7

Harms

Cesarean sections are associated with significant mater-

nal morbidity and mortality. The number of maternal

deaths caused to prevent 1 neonatal death from HSV has

been estimated as 0.57.
33 The estimated cost ofthe excess

of cesarean sections is $2.5m per case of neonatal HSV
averted.

Comment
Countries vary in their approach to the obstetric man-

agement of women with recurrent genital herpes at

delivery. Women with genital lesions at term have

Cesarean sections in the United States and in the United

Kingdom, with attendant maternal and financial costs.

The risk of neonatal infection is high (41%, 95%
Cl 26% to 56%) in babies born to women who acquire

their infection near the time of labor
6,7 and low (<3%)

in women with established infection, even in those

who have a recurrence at term. Most women who

acquire infection toward the end ofpregnancy are undi-

agnosed, and most cases of neonatal HSV infection are

acquired from women without a history of genital her-

pes. The available evidence suggests that prevention of

neonatal HSV should focus on preventing infection in

late pregnancy.

OPTION: ANTIVIRAL TREATMENT DURING

PREGNANCY
There is limited evidence from a systematic review of

RCTs that acyclovir reduces the rate of cesarean section

in women with first or recurrent episodes ofgenital HSV



during pregnancy. The risk of rare adverse events has

not been adequately studied.

Benefits

A systematic review published in 1 998 identified 3 stud-

ies, including 2 RCTs, of daily acyclovir versus placebo

in 2 1 0 near-term pregnant women with genital herpes. 7

The dose and duration of acyclovir and the popula-

tions enrolled differed in each study. Cesarean section

was performed in women with genital lesions at labor.

All 3 studies found lower rates of Cesarean section

in women treated with acyclovir: 8% versus 34%
(P=0.02), 13% versus 33% (P=0.03) and 13% versus

25% (P=0.2).

Harms

No adverse effects for women or newborns were

reported.

Comment
The number ofwomen was small, and rare events, such

as an increase in asymptomatic viral shedding or acy-

clovir-related obstructive uropathy in the newborns,

would be difficult to detect.

OPTION: SEROLOGICAL SCREENING AND
COUNSELING DURING PREGNANCY
Neither serological screening with type-specific assays

to identify women at risk for HSV acquisition in

late pregnancy nor counseling to avoid genital-genital

and oral-genital contact in late pregnancy has been

evaluated.

This paper will be published in Clinical Evidence in June 1999.

Information about the journal is available on www.evidence.org.
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Developing clinical guidelines

The methods of guideline development should

ensure that treating patients according to

guidelines will achieve the outcomes that are

desired. This article presents a combination

of the literature about guideline development

and the results of our combined experience in

guideline development in North America and

Britain. It considers the 5 steps in the initial

development of an evidence-based guideline.

Identifying and refining the subject area of

a guideline

Prioritizing topics

Guidelines can be developed for a wide range ofsubjects.

Clinical areas can be concerned with conditions (abnor-

mal uterine bleeding, coronary artery disease) or pro-

cedures (hysterectomy, coronary artery bypass surgery).

Given the large number of potential areas, some prior-

ity setting is needed to select an area for guideline devel-

opment. Potential areas can emerge from an assessment

of the major causes of morbidity and mortality for a

given population, uncertainty about the appropriateness

of health care processes or evidence that they are effec-

tive in improving patient outcomes, or the need to con-

serve resources in providing care.

Refining the subject area

The topic for guideline development will usually need

to be refined before the evidence can be assessed in order

to answer exact questions. The usual way of refining the

topic is through dialogue among clinicians, patients, and

the potential users or evaluators of the guideline.

Summary Points

• Identifying and refining the subject area is the first step

in developing a guideline

• Convening and running guideline development groups is

the next step

• On the basis of systematic reviews, the group assesses

the evidence about the clinical question or condition

• This evidence is then translated into a recommendation

within a clinical practice guideline

• The last step in guideline development is external review

of the guideline

Discussions about the scope ofthe guideline will also take

place within the guideline development panel.

If the topic is not refined, the clinical condition or

question may be too broad in scope. For example, a

guideline on the management of diabetes could cover

primary, secondary, and tertiary care elements of man-

agement and also multiple aspects of management,

such as screening, diagnosis, dietary management, drug

treatment, risk factor management, or indications for

referral to a specialist. Though all of these legitimately

could be dealt with in a guideline, the task of devel-

oping such a guideline would be considerable; there-

fore, a group to develop guidelines needs to be clear

which areas are and are not within the scope of their

activities. It is possible to develop guidelines that

are both broad in scope and evidence-based; but to

do so usually requires considerable time and money,

both of which are frequently underestimated by

inexperienced developers of evidence-based clinical

practice guidelines.

One method of defining the clinical question of

interest and also identifying the processes for which evi-

dence needs to be collected and assessed is the con-

struction of models or causal pathways .

1 A causal

pathway is a diagram that illustrates the links between

interventions ofinterest and the intermediate, surrogate,

and health outcomes that the interventions are thought

to influence. In designing the pathway, guideline devel-

opers make explicit the premises on which their assump-

tions of effectiveness are based and the outcomes

(benefits and harms) that they consider important. This

identifies the specific questions that must be answered

by the evidence to justify conclusions of effectiveness

and highlights gaps in the evidence for which future

research is needed.
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Running guideline development groups

Setting up a guideline development project

To successfully develop a guideline, it may be necessary

to convene more than 1 group. A project or management

team could undertake the day-to-day running of the

work, such as the identification, synthesis, and interpre-

tation of relevant evidence; the convening and running

of the guideline development groups; and the produc-

tion of the resulting guidelines. An additional guideline

development group would produce recommendations in

light of the evidence or of its absence.

Group membership and roles

Group members—Identifying stakeholders involves iden-

tifying all of the groups whose activities would be cov-

ered by the guideline orwho have other legitimate reasons

for having input in the process. This is important to ensure

adequate discussion of the evidence (or its absence) when

developing the recommendations in the guideline. When
presented with the same evidence, a single specialty group

will reach different conclusions than a multidisciplinary

group—the specialty group will be systematically biased

in favor ofperforming procedures in which it has a vested

interest.
2,

3

For example, a group of vascular surgeons

favored the use of carotid endarterectomy more than a

mixed group of surgeons and medical specialists.
4

Individuals’ biases may be better balanced in multidisci-

plinary groups, and such balance may produce more valid

guidelines. Ideally, the group should have at least 6 but

no more than 12 to 15 members; too few members limit

adequate discussion and too many members make effec-

tive functioning of the group difficult. Under certain cir-

cumstances (for example, in guidelines for broad clinical

areas), it may be necessary to trade off full representation

against the requirement of having a functional group.

Roles—Roles required within guideline development

groups are those ofgroup member, group leader, special-

ist resource, technical support, and administrative sup-

port. Group members are invited to participate as

individuals working in their field; their role is to develop

recommendations for practice based on the available evi-

dence and their knowledge of the practicalities of clini-

cal practice.

Skills needed for guideline development

• Literature searching and retrieval

• Epidemiology

• Biostatistics

• Health services research

• Clinical experts

• Group process experts

• Writing and editing

The role of the group leader is to ensure that the group

both functions effectively (the group process) and achieves

its aims (the group task). The process is best moderated

by someone who is familiar with (though not necessarily

an expert in) the management ofthe clinical condition and

the scientific literature yet is not an advocate. He or she

stimulates discussion and allows the group to identify

where true agreement exists but does not inject his or her

own opinions in the process. This requires someone with

both clinical skills and group process skills. Using formal

group processes rather than informal ones in group meet-

ings produces different and possibly better outcomes. 5 7

Identifying and assessing the evidence

Identifying and assessing the evidence is best done by

performing a systematic review. The purpose of a sys-

tematic review is to collect all available evidence, assess

its potential applicability to the clinical question under

consideration, inspect the evidence for susceptibility to

bias, and extract and summarize the findings.

What sort of evidence?

Identifying the clinical questions of interest will help set

the boundaries for admissible evidence (types of study

design, year of publication, etc.). For example, questions

of the efficacy of interventions usually mean that ran-

domized, controlled trials should be sought, while ques-

tions of risk usually mean that prospective cohort studies

should be sought.

Where to look for evidence?

The first step in gathering the evidence is to see if a suit-

able, recent systematic review has already been published.

Searching the Cochrane Library will also identify relevant

Cochrane review groups, which should also be contacted

to see if a review is in progress.

If a current systematic review is not available, a com-

puter search of Medline and EMBASE is the usual start-

ing point, using search strategies tailored to appropriate

types ofstudies (though such strategies have been validated

only for randomized, controlled trials.
8
For example, ran-

domized, controlled trials provide the best evidence to

answer questions about the effectiveness of treatments,

whereas prospective cohort studies generally provide the

best evidence for questions about risk. The Cochrane

Controlled Trials Register (part of the Cochrane Library)

contains references to over 2 1 8,000 clinical trials that have

been identified through database and hand searching; it

should be examined early on in any review process.

Checking the references in articles will show additional rel-

evant articles not identified by the computer search, and

having experts in the field examine the list of articles helps

ensure that there are no obvious omissions. Additional
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search strategies, including searches for articles published

in languages other than English ,

9 11
computer searches of

specialized databases, hand searching of relevant journals,

and searching for unpublished material will often yield

additional studies, but the resources needed for such activ-

ities are considerable. The cost-effectiveness of various

search strategies has not been established. It is best to match

the scope of the search strategy to the available resources.

Assessing studies for relevance

Once studies have been identified, they are assessed for rel-

evance to the clinical questions of interest and for bias.
12,

13
Screening for relevance is often possible from the abstract;

it narrows the set ofstudies to those needing a more detailed

assessment. Using explicit rather than implicit criteria

should improve the reliability of the process.

of the recommendations. Guideline developers should use

a limited number of explicit criteria, incorporating criteria

for which there is explicit evidence.

Factors contributing to the process of deriving

recommendations

• The nature of the evidence (for example, its

susceptibility to bias)

• The applicability of the evidence to the population of

interest (its generalizability)

• Costs

• Knowledge of the health care system

• Beliefs and values of the panel

Translating evidence into a clinical practice guideline

Summarizing evidence

Data are extracted from the relevant studies on the bene-

fits, the harms, and (where applicable) the costs ofthe inter-

ventions being considered. These data are usually presented

in a form that allows the designs and results of studies to

be compared. Where appropriate, meta-analysis can be

used to summarize the results of multiple studies.

Categorizing evidence

Summarized evidence is categorized to reflect its suscepti-

bility to bias. This is a shorthand method ofconveying spe-

cific aspects of the evidence to a reader of the guideline. A
number ofsuch “strength ofevidence” classification schemes

exist, but empirical evidence exists only for schemes that

categorize effectiveness studies by study design .

14 ' 15 The

box shows a simple scheme for classifying the evidence that

supports statements in practice guidelines and the strength

Classification Schemes

Category of evidence:

IA evidence for meta-analysis of randomized, controlled trials

IB evidence from at least one randomized, controlled trial

IIA evidence from at least one controlled study without randomization

IIB evidence from at least one other type of quasi-experimental study

III evidence from nonexperimental descriptive studies, such as comparative

studies, correlation studies, and case-control studies

IV evidence from expert committee reports or opinions or clinical experience of

respected authorities, or both

Strength of recommendation:

A directly based on category I evidence

B directly based on category II evidence or extrapolated recommendation from

category I evidence

C directly based on category III evidence or extrapolated recommendation from

category I or II evidence

D directly based on category IV evidence or extrapolated recommendation from

category I, II, or III evidence

The evidence, once gathered, needs to be interpreted

(see box). Since conclusive evidence exists for relatively

few health care procedures, deriving recommendations

solely from such examples would lead to developing a

guideline oflimited scope or applicability.

16
This could

be sufficient if, for example, the guideline is to recom-

mend the most strongly supported treatments for a given

illness. More commonly, however, the evidence needs

to be interpreted into a clinical, public health, policy, or

payment context. Therefore, within the guideline devel-

opment process, a decision should be made about how

opinion will be both used and gathered.

Using and gathering opinion

Opinion will be used to interpret evidence and also to

derive recommendations in the absence of evidence.

When evidence is being interpreted, opinion is needed

to assess issues such as the generalizability of the evi-

dence—for example, to what degree evidence from small,

randomized clinical trials or controlled observational

studies may be generalized or to what degree results from

a study in one population can be extrapolated to the pop-

ulation of interest in the guideline (for example, extrap-

olating a study from a tertiary, academic medical center

to the community population ofinterest to potential users

of the guideline).

Recommendations based solely on clinical judgment

and experience are likely to be more susceptible to bias and

self-interest. Therefore, after deciding what role expert

opinion is to play, the next step is deciding how to col-

lect and assess expert opinion. There is currently no opti-

mal method for this, but the process needs to be made

as explicit as possible.

Resource implications and feasibility

In addition to scientific evidence and the opinions of

expert clinicians, practice guidelines must often take
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into account the resource implications and feasibility

of interventions.

Judgments about whether the costs of tests or treat-

ments are reasonable depend on how cost effective-

ness is defined and calculated, on the perspective taken

(for example, clinicians often view cost implications

differently than payers or society at large), and on the

resource constraints of the health care system (for

example, cash-limited public systems versus private

insurance-based systems). Feasibility issues worth con-

sidering include the time, skills, staff, and equipment

necessary for the provider to carry out the recommen-

dations and the ability of patients and systems of care

to implement them.

Grading recommendations

It is common to grade each recommendation in the

guideline. Such information provides the user with an

indication of the guideline development group’s con-

fidence that following the guideline will produce the

desired health outcome. “Strength ofrecommendation”

classification schemes (such as the one in the box) range

from simple to complex: no one scheme has been shown

to be superior. Given the factors that contribute to a rec-

ommendation, strong evidence does not always pro-

duce a strong recommendation, and the classification

should allow for this. The classification is probably best

done by the group panel, using a democratic voting

process after group discussion of the strength of the

evidence.

Reviewing and updating guidelines

Guidelines should receive external review to ensure

content validity, clarity, and applicability. External

reviewers should cover three areas: people with exper-

tise in clinical content who can review the guideline

to verify the completeness of the literature review and

ensure clinical sensibility; experts in systematic re-

views, guideline development, or both, who can

review the method by which the guideline was devel-

oped; and potential users of the guideline, who can

judge its usefulness.

The guideline can be updated as soon as each piece

of relevant new evidence is published, but it is better to

specify a date for updating the systematic review that

underpins the guideline.

Conclusions

New advances in understanding the science of system-

atic reviews, the workings of groups of experts, and the

relation between guideline development and implementa-

tion are all likely in the next 3 to 5 years.

We believe that 3 principles will remain basic to the

development of valid and usable guidelines:

• The development of guidelines requires suf-

ficient resources in terms of financial support

and people with a wide range ofskills, including

expert clinicians, health services researchers,

and group process leaders;

• A systematic review of the evidence should be

at the heart of every guideline; and

• The group assembled to translate the evidence

into a guideline should be multidisciplinary.
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COMMENTARY

How to judge practice guidelines
Scott Weingarten, Cedars-Sinai Health System, 200 North Robertson, Suite 205, Beverly Hills, CA 9021 1 ; weingarten@csmc.edu

Guidelines are developed to improve clinical decision-

making and, ultimately, patient care. Many physicians

have become acquainted with at least some guidelines
1

;

some may be using guidelines to inform their day-to-day

care of patients. An increasing number of studies have

demonstrated that guidelines, when effectively imple-

mented, can improve patient care.
2
The quest to make

patient care more consistent with the available scientific

evidence is likely to continue and will lead to significant dis-

cussion about optimal guideline development strategies.

There is an increasing awareness that not all guide-

lines are created equally; the rigor and amount of

resources required to develop and update them varies

significantly.
3 There are even published methods to crit-

ically appraise practice guidelines.
4 ' 5 The efforts to judge

guidelines could guide practitioners and patients to

which guidelines are most deserving of their attention

and likely to improve patient care.

Importandy, the relative merits of guidelines can be

judged from different perspectives. First, guideline devel-

opers can debate the attributes of good guidelines and

establish criteria to guide the development of future prac-

tice guidelines. The recommendations by Shekelle et al in

this month’s journal, if adopted, would lead to more rig-

orous and scientifically-based guidelines. Second, users of

guidelines (most commonly practitioners) could offer a

perspective regarding the attributes of guidelines that

make them most useful as they care for patients on a

daily basis. Practitioners may value different attributes

than guideline developers do. Third, patients may have

opinions regarding the attributes of good guidelines.

Finally, as more guidelines are developed and tested in

clinical practice, there will be information to discern the

characteristics of guidelines that are most likely to lead to

measurable improvements in care.

For example, the authors recommend that guideline

development teams include someone with health services

research expertise. Although I am inclined to agree, since

I am a health services researcher who assists in the devel-

opment of guidelines, I cannot support that claim with

scientific evidence. No available data show that practi-

tioners value health services research involvement in the

development of practice guidelines or that they are more

likely to use such guidelines. Available information sug-

gests that practitioners value practical, easy-to-use guide-

lines that are endorsed by respected subspecialty societies.
1

There are no published data to support that guidelines

developed by individuals with experience in health ser-

vices research are more likely to lead to measurable

improvements in patient care than those that are not.

The guideline field may be somewhat analogous to the

software and personal computer industry.
6

In the begin-

ning, high-technology innovators and early adopters debat-

ed the most desirable features of software and personal

computers. As market forces took hold, however, the opin-

ion of the majority of users ultimately determined which

personal computers and software programs were successful.

Similarly, it is the beliefs of practitioners that will

influence the adoption and rejection of practice guide-

lines.

Why not recommend that guidelines be developed as

methodically and rigorously as possible in all cases? Guide-

line development consumes scarce health care resources

and will ultimately be judged by whether it leads to docu-

mented and cost-effective improvements in patient care.

Will a guideline developed by a team of experts, using a

systematic review of the literature, for $500,000 lead to

greater improvements in patient care than a guideline

developed by a single expert for $10,000? Those recom-

mending criteria for guideline development must show

that each step has value and increases the probability that

the guideline will improve patient care. Initially, demon-

stration of value could come from showing that users of

guidelines (practitioners) are more likely to use and trust

guidelines developed in accordance with the recommen-

dation. Ultimately, hypotheses regarding the attributes of

good guidelines will be validated or rejected through the

careful study of the effects of guidelines on patient care.
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TOPIC IN REVIEW

The primary care of elder mistreatment

Case 1

Mrs. W. is an 85-year-old African American woman followed for hypertension, dementia, and peripheral vas-

cular disease. She lives with her disabled daughter and unemployed son-in-law. Mrs. W. is dropped off at the

entrance to the clinic by her chore worker for a scheduled visit with her doctor and is forced to walk 30 yards to

the waiting room in her stockinged feet. She is left alone for the interview, during which she appears in pain

but denies being mistreated. She tells the doctor, “I'm old and sick, but I won’t die in any old age home!” The

patient, wearing a soiled dress, is thin and has lost 9 pounds over the past 2 months. Physical examination

reveals dry gangrene of the right second and third toes with cellulitis of the right foot. After she adamantly

refuses hospitalization, her physician prescribes antibiotics and 100 tablets ofacetaminophen with hydrocodone

for pain. When the chore worker arrives to pick up the patient, she is hostile toward the clinic staff and claims

the patient is faking pain to get attention.

A report is filed with Adult Protective Services (APS), and a home health referral is made to monitor the sta-

tus of the gangrene and cellulitis. On her second visit, the nurse cannot find the bottle of acetaminophen-

hydrocodone tablets. The physician prescribes a fentanyl patch to replace the lost narcotics, but the nurse

observes that it is not being changed regularly, although the patient appears in constant pain. After the nurse

confronts the daughter and threatens to call APS if Mrs. W.’s care does not improve, the son-in-law fires the

home health agency because of the nurse’s alleged rudeness and condescension. Four weeks later, Mrs. W. is

admitted to the hospital with sepsis, and an emergency above-the-knee amputation of the right leg is performed.

She dies a week after being discharged to a skilled nursing facility.

Definitions

Elder mistreatment involves the physical abuse, neglect,

psychological abuse, or financial exploitation of an older

adult. The lack of standardization in the definitions in

the literature has carried over to the statutory definitions

used by states to govern reporting and prosecution.

Conceptually, physical abuse includes physical acts of

violence, such as hitting and slapping, the infliction of

injuries, unwanted sexual contact, as well as inappropri-

ate physical or chemical restraint. Neglect refers to the fail-

ure of the primary caregiver to meet the care needs of a

dependent adult, including the provision of food, ade-

quate hydration, clothing, shelter, personal hygiene, and

medical care. Psychological, or emotional, abuse entails

actions that are designed to intimidate or inflict emotional

harm, such as threats, denigrating statements, or the use

ofinfantalizing language. Isolating and ignoring the elder

also fall within the domain ofemotional abuse. Financial

exploitation involves the misappropriation of an elder’s

money or property for personal use or gain, whether

through embezzlement, fraud, or outright theft. Self-

neglect, the inability of an individual to perform essen-

tial self-care tasks, is considered by many authorities and

states to be a special category of elder mistreatment.

Problems with statistics

Accurate statistics on the incidence and prevalence of

elder mistreatment are lacking, in part because victims

often are reluctant to reveal abuse out of shame, denial,

self-blame, fear of reprisal, or a desire lor privacy. The

National Elder Abuse Incidence Study, using substanti-

ated Adult Protective Services (APS) reports supple-

mented with case detection by community “sentinels,”

estimated a prevalence of 1 .3% in 1 996 among non-insti-

tutionalized persons over age 60.' This figure, which in-

cludes self-neglect, is far lower than previous estimates.

Lachs et al estimated a 6.4% community prevalence of

abuse,
2
based on 1

1
years of referrals of participants in

the New Haven epidemiologic cohort to the Connecticut

Ombudsman on Aging. Self-neglect was the most

Figure l Paradigm ofthe health effects ofelder mistreatment
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commonly reported type (73%), followed by neglect by

others (17%). Cross-sectional surveys of elders deter-

mined that 3.2% to 4% have experienced some form of

abuse (excluding self-neglect) after the age of65. One-half

to 2% ofrespondents acknowledged physical abuse, while

0.4% reported being neglected.
3 ’ 4 Data based on refer-

rals to APS underestimate the true incidence, due to

underdetection and underreporting. Surveys suffer from

recall bias and the omission of data for the most depen-

dent and cognitively impaired elders. It has been estimated

that between 1.1 and 2.5 million older Americans annu-

ally experience mistreatment.
5,6

Elders are vulnerable

Elder mistreatment as a chronic disease

Abuse, commonly in multiple forms, may occur chroni-

cally over months to years,
2, 7 sometimes resulting in

repeated medical crises.
8
The frequency and intensity of

the abuse may escalate over time.
9
All forms ofelder mis-

treatment directly or indirectly affect the health and health

care of older patients. The injuries inflicted by physical

abuse are the most obvious. Each form ofabuse may con-

tribute to anxiety, depression, or post-traumatic stress

disorder. Fiduciary abuse may deprive the victim of the

financial resources to afford medical services. Neglect may

directly cause adverse health outcomes (e.g., dehydra-

tion, malnutrition); may lead to harmful delays in seek-

ing medical care; or may lead to noncompliance with a

prescribed plan of treatment, contributing to the exacer-

bation of chronic illness (Figure 1). The consequences of

abuse and neglect also include excess hospitalizations and

visits to the emergency department (ED). Fachs et al

found that 42 of 182 (23%) confirmed elder-abuse vic-

tims living in the greater New Haven, Conn, area had at

least one visit to the ED attributable to abuse during a

5-year period. Twenty-four percent oftheir ED visits were

injury-related; 22% of these injuries resulted in admis-

sion. Over 13 years of follow-up, older victims of elder

mistreatment were shown to have a threefold greater risk

ofdying compared to unabused seniors, after adjustment

for age, sociodemographic factors, and comorbidity.
10

Physician recognition and reporting

The medical consequences of abuse make it likely that

the victim will at some point come in contact with a physi-

cian. For the dependent elder, the scheduled visit to the

primary care physician may be the only opportunity for

abuse to be detected. Unfortunately, physicians all too

often attribute the medical consequences ofabuse to aging

or underlying disease. In Michigan, between 1989 and

1 993, only2% ofsuspected elder-abuse cases were report-

ed by physicians.
11
In a national survey ofED physicians,

most doubted or were uncertain of their ability to recog-

nize abuse as well as their state’s ability to deal with it

effectively once it was reported.
12

Although all 50 states have adult protective service

programs, each state has its own unique laws for report-

ing elder mistreatment. Health care providers are con-

sidered mandated reporters in all 43 states that have

mandatory reporting laws. While suspected physical

abuse must be reported in these states, the mandate for

reporting other types ofabuse varies.
13

Effective January

1 , 1 999, the State ofCalifornia expanded the mandatory

reporting ofabuse of an elder to include abandonment,

isolation, financial abuse, self-neglect, and neglect by

others, in addition to physical abuse.
14 Most states pro-

vide reporters with immunity from criminal or civil lia-

bility, and the reporting is not deemed a legal breach of

patient confidentiality. Failure to comply with manda-

tory reporting generally is considered a misdemeanor.

California law now makes failure to report abuse that

results in death or severe injury punishable by a fine of

up to $5,000 and/or 1 year in a county jail.
14

It has been

argued, from a legal perspective, that a clinician’s fail-

ure to identify and report cases of obvious abuse and

neglect could constitute both negligence and medical

malpractice.
15

Ethical and practical concerns about reporting

Although elder abuse laws are intended to protect vul-

nerable adults and punish abusers, they may conflict with

the principles and practice of medicine, raising doubts

among some clinicians about the appropriateness and fea-

sibility of reporting.

VIOLATION OF PATIENT CONFIDENTIALITY

Mandatory reporting potentially violates physician-

patient trust and confidentiality and threatens the thera-
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peutic alliance between the physician and the caregiver-

abuser. A feared consequence is that the patient will

change doctors, losing not only continuity of care but

also a physician who, by being alert to the situation, might

have more success in working with the family to elimi-

nate abuse and achieve the therapeutic goals of the rela-

tionship.

VIOLATION OF THE PRINCIPLE, “DO NO HARM”
Once the report is filed, the physician may lose con-

trol over the events that follow. Although APS gener-

ally subscribe to the principles of freedom over safety,

self-determination, and maintenance of the family,
16

the outcome of an APS investigation may be contrary

to the patient’s desires (e.g., institutionalization).The

investigation itself may heighten tension between the

victim and abuser, as well as generating resentment of

the doctor.

IMBALANCE BETWEEN MANDATE AND PUBLIC

FUNDING

The filing of a report does not guarantee either that a sat-

isfactory solution to the abusive situation will be found

or that the report will prompt an investigation. For exam-

ple, the number of staff assigned to APS programs in

California declined by 35% between 1990 and 1998. By

1998, fewer than 20% of counties were able to respond

to all APS reports, and 45% could not provide longitu-

dinal case management of APS cases.
17 The frustration

ofnot seeing any benefit to the patient after an APS report

has been filed is one of the most persuasive arguments

against physician reporting.

Despite these concerns, the filing of a report with

APS remains the single best way to stop elder mis-

treatment. Most clinicians do not have the training

—

or the time—to interview and counsel the victim and

alleged abuser, and few can muster the resources

offered by most APS. Improperly conducted investi-

gations may harm the chances of stopping the abuse,

and place the patient at greater risk. The success of

an APS referral depends, in part, on the quality of the

information provided and the willingness of the physi-

cian to work with APS during the investigation and

interventions.

The physician’s role in managing elder

mistreatment

The primary care of elder mistreatment requires an

awareness of its prevalence, risk factors, and clues (Tables

1 and 2). Evaluating a patient’s risk for abuse starts with

an understanding of the patient’s degree ofdependence,

which is best done through a systematic assessment of

the patient’s functional and cognitive status. Early

research concentrated on the dependency of the elder

Case 2

A 72-year-old woman with moderately severe dementia, uncontrolled dia-

betes, and uncontrolled hypertension lives with her husband, who is sus-

pected ofbeing an alcoholic. The patient always comes to her appointments

with 1 of her 2 daughters, who live nearby, but never with her husband.

She is always dishevelled, with evidence of urinary incontinence, and her

glycosylated hemoglobin is 12. The daughters claim to visit their mother

daily, but consistently have failed to bring in her blood glucose monitor-

ing record so that her insulin can be adjusted. Their reports of the moth-

er’s diet indicate that previous dietary counseling has been fruitless. The

daughters are reluctant to admit that their father is an alcoholic but acknowl-

edge purchasing liquor for their parents. The physician tells the daughters

that because they clearly need more help caring for their mother’s medical

problems, she will send a referral to a county social worker and public

health nurse (i.e., APS) to see if they can come up with a new plan, even

though home health already is involved.

and caregiver stress as the principal risk factors.

Subsequent research has found that the functional

dependency of the older adult may be less important

than the dependency of the abuser on the elder

(e.g., for housing or financial support), especially if the

abuser is an adult son or daughter of the elder. Abusers

are more likely to have past or present psychiatric

problems, a history of alcohol or drug abuse,
9 ' 1

and

underlying personality disorders.
19

Elderly men and

women are equally likely to be mistreated.
20

As shown

in Table 2, there may be clues to the possibility of elder

mistreatment.

Table l Risk factors for elder mistreatment in the community setting.

(Adaptedfrom Jones et al
2I>

)

Excessive dependency of the elder for activities of daily living

Resentment by caregiver for giving too much, getting back

too little

The stressed-out caregiver

Poor premorbid quality of the relationship, external stressors

(job, family, finances), lack of social support, emotional burden,

depression, increasing care needs of a demented relative

History of family violence (child or spousal abuse)

Psychopathology in the caregiver

Substance abuse, sociopathic personality, financial exploitation

of elder

Caregiver dependence on elder

Housing, financial support

Sociocultural/environmental

Inadequate housing

Resentment and anger from elder over decline in stature within

family

Demanding personality of elder

Cultural sanctions against seeking help outside family
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Table 2 Cluesfor possible elder mistreatment. (Adaptedfrom Kleinschmidt
25 and Lachs & Pillemer?'

)

General

• Caregiver of cognitively impaired elder absent for appointment

• Failure of caregiver to visit patient in hospital

• Reluctance to answer questions about a suspicious physical finding or illness

• Implausible or vague explanations for injuries given by caregiver or patient

• A history of “doctor hopping”

• Tension or indifference between caregiver and patient

Suspicious physical signs

• Multiple bruises or bruises at different stages of healing

• Bruises in unusual locations

• Pattern injuries (injuries in the shape of the object used to inflict them, such as bite marks, cigarette burns)

• Evidence of old injuries not previously documented or radiographic evidence of old, misaligned fractures

• Broken nose, teeth

• Subtherapeutic levels of drugs

• Patient lacking his or her eyeglasses, dentures, or hearing aid

Caregiver

• Poor knowledge of patient’s medical problems

• Excessive concern about costs

• Attempts to dominate medical interview

• Verbal abuse or hostility toward elder or health care provider during encounter

• Evidence of substance abuse or mental health problems

• Evidence of financial dependence on elder

The abused elder

• Fearfulness toward caregiver

• Flinching or reluctance to make eye contact

• Diagnosis of dementia with history of disruptive behavior

• In demented person, unexplained resistance to, or fear of, physical touch, removing clothes, toileting, bathing of private parts

• Depression, anxiety, insomnia

Physician assessment of elder mistreatment

An emphasis on the diagnosis and treatment ofthe health

consequences of mistreatment offers a less threatening

approach and may help the physician retain the patient’s

and suspected abuser’s trust while interventions are tried.

It abuse is suspected, the patient and caregiver must be

interviewed alone in order to elicit uninhibited disclo-

sure and to identify inconsistencies between the two

accounts.
21
The clinician should avoid confrontation and

blame, while appearing sympathetic to the suspected

abuser’s perceived burden ofcaregiving. Table 3 lists exam-

ples of questions that may be used to elicit information

about mistreatment.

To avoid the surprise and anger that the unexpected

visit of an APS social worker might engender, the physi-

cian should tell the patient and caregiver that a referral will

be made to APS. The law-enforcement implications of

APS should be down-played, instead offering APS as an

additional service to help the patient’s medical problems.

Ifthe patient or caregiver refuses the APS referral, clin-

icians should explain that they are bound to adhere to state

regulations that were developed to help seniors who are

not receiving the care they need—for whatever reason.

These laws obligate the physician (in the case ofmandated

reporting) to notify APS.

Keeping the patient safe

The safety of the victim is the paramount considera-

tion, and in certain circumstances, such as escalating phys-

ical violence, physicians should immediately contact law

enforcement in addition to APS. Hospitalization may be

the most expedient way to separate victim and abuser,

although the medical necessity may be questioned by

third-party payers. In most cases the decision-making

capacity of the patient will determine the intervention. If

the patient has decision-making capacity but refuses inter-

vention, the patient has the right to remain in the abu-

sive situation. In such cases, the physician should educate
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the patient about the medical consequences of abuse and

its tendency to increase in frequency and severity. The

physician should counsel the patient to develop a safety

plan, such as when to call 91 1 or installing a Lifeline

emergency alert system. Often the patient who refuses

intervention for abuse will accept more frequent moni-

toring of a specific medical condition. Increased oversight

can take the form ofmore frequent appointments or home

health and subspecialty consultations. To avoid biasing

the consultant, requests should be framed in terms of a spe-

cific medical need. For example, a consultation request to

a psychiatrist for evaluation of possible depression sec-

ondary to psychological abuse might include the state-

ment, “Please evaluate for depression and, iffound, please

assess its etiology in light of a possible problematic rela-

tionship between Mrs. X and her husband.’ It is appro-

priate to mention that an APS referral has been made.

Role of the court

Although a patient may lack decision-making capaci-

ty, he or she still is considered legally competent until

mental incompetence is determined by the court, which

can then impose services. Most states have provisions to

arrange guardianship, conservatorship, or financial man-

agement, as well as to remove cognitively incapacitated

elders from the abusive environment against their will.

Usually, forced removal requires a formal psychiatric assess-

ment and the presence of imminent danger to the elder.

Table 4 Guidelinesfor reporting to adult protective services

Urgency of the referral

Likelihood of imminent harm

History

Description of the suspected abuse

The medical/psychiatric consequences of the mistreatment

and their acuteness or seriousness.

A list of the patient’s chronic illnesses and how they might have

been affected.

Predicted impact of the abuse on future health

Likelihood of adverse effect

Anticipated time frame (days, weeks, months)

Pertinent physical findings

If physical abuse, include detailed descriptions of any injuries,

using drawings and (if possible) photographs. (Forensic photog-

raphy may be available in the some emergency departments)

Description of the patient’s functional status and care needs

Assessed or estimated decision-making capacity of elder

Suspected abuser’s relationship to the patient

Known or suspected risk factors for abuse (e.g., caregiver stress, sub-

stance abuse)

Other medical and community services currently being used by patient

(e.g., name of home health agency)

When and how best to contact you

Table 3 Examples ofquestions to elicit information about mistreatment. (Adaptedfrom Kleinschmidt
25

and Lacks & Pillemer.
2

)

General lead-in questions about the safety of the home environment and who provides help

Do you feel safe where you live?

Who helps you with the things that you have trouble doing yourself?

Who handles your checkbook, pays the bills?

Questions concerning physical abuse

Are you afraid of anyone at home?

Have you ever been slapped, punched, or kicked?

Have you ever been tied down or locked inside in your room or house against your will?

Questions about neglect

Are you made to wait a long time for food or medicine?

Have you been left alone for long periods?

When you need assistance, do you have trouble getting someone to help you?

Questions about psychological abuse

Are you yelled at?

Have you been threatened with punishment or placement in a nursing home?

Are you kept isolated from friends or other relatives?

Do you get the “silent treatment” at home?

Do you have frequent disagreements with your [principal caregiver]?

When you disagree, what happens?

Working with Adult Protective Services

Clinicians should have realistic expectations ot their local

APS. For example, not all state APS routinely assess the

risk of future abuse,
13 and there is great variation between

states in the criteria for providing involuntary protective ser-

vices.
22

Because hospitals with emergency departments or

outpatient clinics are required to provide mandatory edu-

cation about elder mistreatment, they represent a logical

mechanism by whichAPS representatives can inform com-

munity physicians about their services. In many commu-

nities, APS are unaccustomed to working closely with the

primary-care physician. Until such collaboration is routine,

physicians should specifically request to be kept informed.

Reporting

The first step in managing suspected mistreatment is to

report the case to the appropriate protective services

agency. In California, suspected mistreatment occurring

in the community is reported to APS or law enforcement

(in the case ofcriminal abuse), while mistreatment in the

long-term care setting is reported to the local ombuds-

man. APS use the report to triage cases, and the content

may guide the investigation and prosecution of abuse.

Although most primary care clinicians are not accustomed

to performing an evidentiary exam, it is important that

the documentation be as complete as possible, since phys-

ical signs and symptoms recognized by the clinician may

resolve before a forensic examiner (if available) can eval-

uate them. The reporting guidelines in Table 4 will help

the clinician provide APS with critical information and

promote effective collaboration.
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Summary Points

• Elder mistreatment occurs commonly, may be chronic, and can adversely affect

the health and health care of the older patient

• Primary care physicians can play a pivotal role in the diagnosis and management of

abuse and neglect, by focusing on the medical conditions that they affect or cause

• Nearly all states require physicians to report suspected physical abuse to the local

adult protective services program

• Successful management requires effective teamwork between the primary care

clinician, APS, consultants, and a variety of community agencies

Working with other services

Although home health may be useful in assessing and

managing the medical consequences of mistreatment,

drawbacks include a restricted number of visits and, fre-

quently, limited experience in dealing with elder mis-

treatment. Respite sendees should be considered in most

cases of abuse and neglect. A referral to a chore worker

sendee (a fee-for-service agency or state- or county-fund-

ed in-home support service) may alleviate the burden for

the caregiver. Chore workers, however, who may receive

low wages, minimal benefits, and little oversight, can also

abuse vulnerable elders.

Conclusion

For the busy clinician, a geriatrician, usually working

with an interdisciplinary team, may be better able to coor-

dinate the time-consuming assessments that are integral

to understanding the etiology of the mistreatment and

its relationship to the patient’s health care needs .

23 The

social worker, who is usually part of the geriatric team,

can help to maintain effective and essential communica-

tion between the primary care physician, consultants,

APS, and other involved agencies. Geriatricians are not

available in all communities, but in time, the geriatric

team may play an integral role in elder-abuse manage-

ment, in much the same way child protection centers

now help pediatricians and child protective sendees in

the area of child abuse.
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Life-threatening licorice. In March 1997, a 44-year-old women walked into the emergencydepartment ofa Swedish hospital and promptly had a series of life threat-

ening ventricular tachycardias (Journal ofInternal Medicine 1999; 245:307-10). Her serum potassium concentration was 2.3 mmol/L After a bewildering variety of

investigations— including cardiac ultrasound and endoscopy of her esophagus, duodenum, and colon—she admitted eating 40-70 grams of licorice every day for

four months. The metabolic consequences of a surfeit of licorice are well known, but this is the first reported case of a resulting torsades de pointes tachycardia.

Add exercise to asthma therapy. Exercise training programs in children with asthma are controversial, but two small studies in Thorax add to the evidence

supporting their use (1999;45:196-200, 202-6). In the first, individually tailored swimming training improved fitness and reduced exercise induced bron-

choconstriction in eight children; in the second, training on an exercise bicycle for two months had a short-term impact on participants’ use of medica-

tion. One commentator warns, however, that the available evidence is stilt too weak to justify modifying conventional asthma treatments.
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MEDICINE CABINET

Quinolones: which generation for which microbe?

Quinolone antimicrobials have been in clinical use since

the 1960s. The narrow spectrum of activity and poor

tissue and serum concentrations of the early quinolones

limited their use to the management of urinary tract

infections. Recently, new fluoroquinolones with broad-

er spectrums of activity and improved pharmacokinetic

profiles have come to market. Based upon their micro-

biologic activity against a wide range of pathogens, these

agents may be classified into different generations. The

differences between these generations can be confusing.

This article compares the spectrum of activity as well as

the clinical uses among the 4 generations of fluoro-

quinolones.

Nalidixic acid was the first quinolone antimicrobial

released in 1 962. Since then, newer fluoroquinolones have

been introduced with both an extended spectrum ofactiv-

ity and an improved pharmacokinetic profile. Greater

coverage of Staphylococcus and Streptococcus species,

gram-negative organisms including Pseudomonas aerugi-

nosa, the atypical organisms, and anaerobes has improved

their clinical utility. The pharmacokinetic properties of

the newer fluoroquinolones allow for less frequent dosing,

thereby improving both clinical efficacy and patient

adherence. Additionally, the newer quinolones have fewer

adverse effects. Each of the quinolones can be catego-

rized into 1 of 4 different generations based upon their

spectrum of activity, similar to the categorization of the

cephalosporins (Table 1).

Mechanism of action

Quinolones inhibit DNA synthesis by disrupting DNA
gyrase activity (responsible for nicking and introducing

negative supercoils to double-stranded DNA prior to its

replication).
1

They exhibit bactericidal activity by binding

to the DNA-DNA gyrase complex, preventing further

DNA synthesis, and demonstrate a concentration-depen-

dent rate ofkilling (the rate ofkilling is highest at peak con-

centrations and declines as the concentration decreases).

Resistance

Fluoroquinolone resistance occurs by 1 of3 mechanisms

or a combination thereof: (1) modifications in the DNA
gyrase as a result of spontaneous mutations in chromo-

somal genes, (2) decreased penetration through the outer

membrane ofgram-negative rods, and (3) increased intra-

cellular removal of fluoroquinolones by efflux pumps,

responsible for the movement of substances (in this case

quinolones) from the intracellular to the extracellular

environment.
2
If an organism becomes resistant to one

of the quinolones, it is usually cross-resistant to other

quinolones as well.
1

First generation

Cinoxacin, nalidixic acid, and oxolinic acid comprise the

first-generation group. These early quinolones target

gram-negative organisms, including members of the

Enterobacteriaceae family (E. coli, Klebsiella species,

Proteus species, etc.), but lack activity against Pseudomonas

aeruginosa, gram-positive organisms, and anaerobes.

Although nalidixic acid was the primary agent used in the

past, its poor tissue and serum concentrations now limit

its main indication to the management of uncomplicated

urinary tract infections. The utility of nalidixic acid is also

limited by its relatively short half-life (6 to 7 hours), requir-

ing 4 times daily admininistration, 3 narrow spectrum of

activity, and rapid development of bacterial resistance.
1

Second generation

The addition of a fluorine substituent to the 6-position

of the main quinolone ring increased antibacterial activi-

ty significantly. Members ofthe second-generation fluoro-

quinolones (ciprofloxacin, enoxacin, lomefloxacin, ofloxacin,

and norfloxacin) possess enhanced activity againstgram-neg-

ative bacilli (Enterobacteriaceae and P aeruginosa) with

moderate to good activity against Staphylococcus species.

Tissue penetration of enoxacin, lomefloxacin, and nor-

floxacin, however, limit their use to the management of

uncomplicated urinary tract infections.

Ciprofloxacin and ofloxacin, on the other hand,

possess good tissue penetration with excellent intracellu-

lar penetration into both macrophages and polymorpho-

nuclear leukocytes. The intracellular levels may be 1 0-fold

higher than serum concentrations, producing enhanced

activity against Legionella pneumophila (MIC9q=0.0 15-0.06

mcg/ml; the definition ofMIC90 is the minimum con-

centration of antimicrobial needed to inhibit growth in

90% ofthe isolates tested) ;
activity against Chlamydiapneu-

moniae {bi\Cc)Q=0.5-AyLglm\) and Mycoplasmapneumoni-

ae (}AlCc)Q=2\sglrc\\) is variable.
1,4

Ciprofloxacin represents

one of the most active fluoroquinolones against Pseudo-

monas aeruginosa (MIC90=0.25-1 pg/ml) and possesses

excellent gram-negative activity that is comparable to or

superior to that of ofloxacin.
1,4

In contrast to the broad gram-negative coverage, how-

ever, the second-generation quinolones have inferior

activity against Streptococcuspneumoniae against both

Enterococcusfaecahsznd Enterococcusfaecium. For this rea-

son, they should not be employed for empiric treatment

of community-acquired pneumonia where suspicion for

S. pneumoniae is high. Both ciprofloxacin and ofloxacin

are effective in the management of:

• Complicated/uncomplicated urinary tract

infections due to susceptible organisms
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Table l Quinolones classified by generation

Generation Generic Brand Usual Doses Elimination AWP Cost / Day

ist Cinoxacin Cinobac 50omg PO bid R>H $489
Nalidixic acid NegGram l Gm PO qid R $8.57

2nd Ciprofloxacin Cipro 250-75omg PO bid or

200-400mg IV bid

R (15% H) $6.82-57.98 (PO)

$28.82-557.62 (IV)

Enoxacin Penetrex 40omg PO bid R $6.75

Lomefloxacin Maxaquin 40omg PO qd R $6.60

Norfloxacin Noroxin 40omg PO bid R $6.80

Ofloxacin Floxin 20o-4oomg PO/IV bid R $7.45-59.34 (PO)

$52.80 (IV)

3rd Grepafloxacin Raxar 6oomg PO qd H $6.18

Levofloxacin Levaquin 50omg PO qd R $8.05

Sparfloxacin Zagam 40omg PO x i;

then 20omg PO qd

R=H $6.69

4th Trovafloxacin Trovan 30omg IV x l;

then 20omg PO/IV qd

H $7-17 (PO)

$36.79-555.49 (IV)

Clinafloxacin investigational IV/PO; bid dosing R -not yet approved-

Gatifloxacin investigational IV/PO; qd dosing R -not yet approved-

Moxifloxacin investigational PO; qd dosing H -not yet approved-

Dosages: based on usual doses; may vary depending on type of infection, age, renal and hepatic function. Elimination: H=hepatic; R=renal. Cost: based on average wholesale prices

(AWP); updated April 1999

• Respiratory tract infections targeting

susceptible gram-negative organisms

• Skin and soft tissue infections

• Osteomyelitis (ciprofloxacin only)

• Complicated intra-abdominal infections

(ciprofloxacin only; combination therapy)

Third generation

Poor activity against gram-positive organisms led to the

development of the third-generation fluoroquinolones:

grepafloxacin, levofloxacin, and sparfloxacin. Unlike the

older fluoroquinolones, these newer agents have expand-

ed coverage of streptococci and the atypical organisms.

Activity against S. pneumoniae (lmc\ud\ng penicillin-resis-

tant strains) and the common atypical organisms (Z.

pneumophila , C. pneumoniae, M. pneumoniae) has

improved the clinical utility of fluoroquinolones in the

management of community-acquired pneumonia.

Recent guidelines published by the Infectious Disease

Society ofAmerica (IDSA) include the 3rd- and 4th-gen-

eration quinolones, doxycycline, or the macrolides

among the preferred single-agents for the outpatient

management of community-acquired pneumonia; flu-

oroquinolones are the agents of choice when peni-

cillin-resistant 5. pneumoniae is suspected.
5 The

3rd-generation fluoroquinolones are highly active against

H. influenzae and M. catarrhahs (range: MIC9q=0.015-

0.06 pg/ml) but generally are less active against other

gram-negative bacteria, especially P aeruginosa

(MIC90=l-8 pg/ml vs 0.25-1 pg/ml [ciprofloxacin]),

when compared to ciprofloxacin.
3, ^

All 3rd-generation fluoroquinolones are dosed once-

dailv, due to their relatively long half-lives (range: 8-18

hours).
1, ’ 7 Dose adjustment for both levofloxacin and

sparfloxacin is necessary in renal dysfunction.

Indications for use

• Grepafloxacin and sparfloxacin: community-

acquired pneumonia; acute bacterial exacer-

bation of chronic bronchitis

• Levofloxacin: respiratory tract infections; urinary

tract infections; skin/skin structure infections

Fourth generation

The 4th-generation fluoroquinolones (clinafloxacin, gati-

floxacin, moxifloxacin, and trovafloxacin) extend the micro-

biologic activity of the earlier fluoroquinolones with the

inclusion of significant anaerobic coverage. Currendy,

trovafloxacin is the only 4th-generation agent approved for

use by the US Food and Drug Administration. It has

enhanced in vitro activity over ciprofloxacin against both

gram-positive organisms (5. pneumoniae MIG)q=0.25 vs 4

pg/ml; S. aureus, MIC90=0.06 vs 0.5 pg/ml) and anaerobic

organisms {B.flagilis, [MICg0=0.25 vs I6mcg/ml]; Prevotella

species, Peptostreptococcus species); in vitro activity of

trovafloxacin approaches that of metronidazole against sus-

ceptible anaerobes (MICg0=0.25-l pg/ml). Trovafloxacin is

generally less active than ciprofloxacin against common

gram-negative organisms (Enterobacteriaceae, P aerugi-

nosa).
1*' 9 ' 10

Its long half-life (12 hours) allows for once daily

dosing; dose adjustment is unnecessary in the presence of

renal dysfunction due to extensive hepatic metabolism.
6
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Indications for use

• Nosocomial pneumonia (including aspira-

tion pneumonia) when antimicrobial therapy

may be streamlined

• Intra-abdominal infections when antimicro-

bial therapy may be streamlined

• Serious infections associated with penicillin

or cephalosporin-resistant S. pneumoniae

Adverse effects

Overall, fluoroquinolones are well tolerated with only a 1%
to3% discontinuation rate due to adverse effects.

11

The most

common adverse effect reported is gastrointestinal distur-

bances, including diarrhea, nausea, and vomiting. Photo-

toxicity is of concern with all quinolones. Sparfloxacin has

been associated with the greatest occurrence ofphototoxicity

(upwards of 8%). The manufacturer recommends avoid-

ing direct and indirect sunlight during and up to 5 days upon

completion ofsparfloxacin therapy.
' 12 Due to the concern

for arthropathy, quinolone use has generally been avoided

during pregnancy and in the pediatric population; howev-

er, there have been reports of its safety and efficacy in chil-

dren with cystic fibrosis.
13
Neurotoxicity (mild headache and

dizziness) associated with fluoroquinolones has been report-

ed in <1% to 7.4% of patients; seizures (<1% incidence)

have been rarely associated with quinolone use.
4 ’ 12

Drug Interactions

One of the most common drug-drug interactions

associated with quinolones is chelation reactions result-

ing in decreased absorption and possible treatment fail-

ure. Co-administration ofciprofloxacin with magnesium-

aluminum containing antacids has reduced bioavailability

by as much as 73% to 91%. 14
Sucralfate, which contains

aluminum, reduces the bioavailability of ciprofloxacin

by 87.5% to 99%. 14
Concomitant administration of

quinolones and potential chelating agents (e.g., alu-

minum-, magnesium-, calcium-containing antacids, fer-

rous salts, and zinc) should be avoided or separated by a

2 to 4 hour period.

Decreased clearance of theophylline occurs most com-

monlywith enoxacin and to a lesser extent with ciprofloxacin,

grepafloxacin, and norfloxacin. The effect of other newer

fluoroquinolones on the clearance of theophylline does not

appear to be clinically significant; however, it is important

to monitor theophylline levels and toxicides.
4, 14 Quinolones

can potentiate the elimination half-life of warfarin; moni-

toring of prothrombin is strongly recommended.
15

Conclusion

Therapeutic success with the quinolones, expanded indi-

cations for use, coupled with the lack of cross-resistance

to other classes of antimicrobials, have led to widespread

use of these agents.

Increased use, however, has led to the emergence of

pathogens resistant to quinolones, particularly among P.

aeruginosa and methicillin-resistant S. aureus. Disturb-

ing trends of increasing ciprofloxacin resistance among

E. coli, Citrobacterfreundii

,

and Serratia marcescens com-

promise the utility of this antimicrobial class in the

future.
16

Based upon these findings, fluoroquinolone use

should be reserved for those situations in which drug-resis-

tance is suspected.

Note from the authors: Due to recent postmarketing reports of rare but

severe liver injuries, the U.S. Food and Drug Administration issued a Public

Health Advisory (6/9/99) to physicians regarding the use of trovafloxacin.

This advisory informed physicians that trovafloxacin should be reserved

for use in patients meeting all of the following criteria:

• Management of at least one of several FDA-specified infections (see

partial listing above. Fourth generation: indications for use) that is judged

by the treating physician to be serious and life- or limb-threatening.

• Treatment should be initiated in an in-patient setting (i.e., acute-care

hospital or long-term nursing care facility); and

• The treating physician believes that, even given the new safety infor-

mation, the benefit of the product for the patient outweighs the

potential risk.

Furthermore, the duration of therapy should not exceed 14 days and

should be discontinued sooner if clinical symptoms of liver dysfunction

are present.
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CURBSIDE CONSULT

Do growing pains exist?

One in 25 children has recurrent limb pain.

Over the past decade we have made consid-

erable advances in our understanding of the

likely causes of these recurrent pains. Fifty

years ago “growing pains” was a diagnosis in

itself, although there was no real under-

standing of the underlying mechanisms. We
then went through a phase of thinking that

most limb pain was psychosomatic; this was

epitomized by the late John Apley, a down-

to-earth and pragmatic pediatrician. He said,

“Physical growth is painless, but emotional

growth may hurt like hell,” and “Growing

pains occur in painful families.”

There is, of course, more than a grain of

truth in each of these observations. We are

now in the era of evidence-based medicine,

however, and we can no longer get away with

the explanation that these symptoms are

caused by the stretching of pain receptors in

the epiphyses of long bones as they grow.

A careful history and examination will

exclude many of the more serious, and less

common, causes ofrecurrent limb pain, such

as recurrent trauma (either accidental or non-

accidental), arthritis, muscular disorders,

connective tissue diseases, and hematologic

problems such as leukemia and neuroblas-

toma. Most children with growing pains are

healthy, and the diagnosis will fit into one of

the following categories.

Night cramps

Night cramps classically occur in the poste-

rior calf muscles. The child goes to bed and

wakes up complaining of severe pain. Not

only will the child usually localize this to the

calfmuscles, but the muscles themselves may

feel “knotted.” The child’s parents may tell

you that the child’s calf feels hard and in

spasm. Relief is obtained by rubbing the

child’s calves to alleviate the spasm. The eti-

ology of cramps is unknown, and specific

drug treatment is not recommended in chil-

dren, although it might be in adults.

Hypermobile joints

Many children with so-called growing pains

have hypermobility of their joints. The clas-

sic story is of a child aged between 3 and 1

0

who gets pain around the joints. These usu-

ally start in the evening after a day of more

exercise than usual. The pain may last for 2

to 3 days and is relieved with simple anal-

gesics. The joints most commonly affected

are the knees and ankles but elbows, wrists,

and occasionally hips may also be painful.

Examination will show joints that are

more mobile than normal. There are specific

criteria for diagnosing hypermobility syn-

drome (see below). Any joint that is hyper-

mobile can be subject to aches and pains as

a result of overuse. There is often a family

history of hypermobility, and children may

Physical growth is painless,

but emotional growth may

hurt like hell.

tell you that they are “double-jointed" or can

do contortionist-style tricks, such as sucking

a toe or wrapping their legs around their

necks. The examination will give the diag-

nosis, and simple reassurance will relieve

much anxiety. Advice on taking analgesics

such as acetaminophen when pain is severe

and not overindulging in activities that pre-

cipitate the pain should suffice. Children cer-

tainly should not be excluded from games or

other exercise. As a child gets older, the joints

become less hypermobile and pain is no

longer a problem. Exercise probably speeds

this process, so encouraging sensible exercise

within the limits of tolerance is to be rec-

ommended.

Key points in the evaluation of growing

pains

• Night cramps: localized to calf muscles;

spasm felt in muscles

• Hypermobility: pain occurs in the evenings

and for 2-3 days after exercise; often a

family history of hypermobility; hypermo-

bility shown on examination

• Psychosomatic pains: temporal pattern of

pain often found in an unhappy child; look

for psychosocial cause

Psychosomatic pains

There is no doubt that children do get psy-

chosomatic pains, and these often manifest

in the form ofeither recurrent abdominal pain

or limb pain. The timing ofsuch pain, which

often occurs early in the morning on school

days but not over weekends or holidays, may

offer a clue as to whether it is psychosomat-

ic. There may be clear evidence of problems

at school, such as either bullying or an aver-

sion to a particular teacher, or the pain may

be a manifestation of stress in another part of

the child’s life, such as domestic upheaval. It

is often worth asking: “Ifyou had a magic fairy

who could make any wish come true, what

would your three wishes be?” Often the third

wish will tell you what the real problem is.

Parents need a cogent explanation of

what is causing their child’s growing pains.

Fortunately, most children with growing

pains will fall into one ofthe three categories

that have been described. Anything atypi-

cal or persistent must be taken seriously,

however. Leukemia and neuroblastoma can

present with nonspecific aches and pains.

If a child looks ill, he or she should at least

have a complete blood count.

AW Craft

Department of Child Health, Royal Victoria Infirmary

Newcastle upon Tyne NE1 4LP

This paper was originally published in the Student BMJ
1998; 6:412-3.

Hypermobility scoring system*

Movement Score

Ability to hyperextend fingers to a position parallel to extensor aspect of forearm 2

Apposition of thumb to flexor aspect of forearm 2

Hyperextension of elbow >10% 2

Hyperextension of knees >10% 2

Ability to put palms flat on floor with knees straight 1

*A score of 6 or more is positive
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An occupational hazard of sprinting

What is a stitch?

Everyone is familiar with the concept of a

“stitch.” Probably the best description is that

the “pain nibbling at his right side suddenly

took a pit bull-sized chomp.” Obviously,

such pain is not life-threatening, but it can

be event-threatening. The gradual but inex-

orable increase in pain can only be relieved by

ceasing whatever exercise is being undertak-

en at the time.

As yet, no scientific appraisal has ever been

made ofthis problem, and a computer search

only produced one non-peer reviewed paper

on the subject .

1

The main problem with a

stitch is its highly variable and random man-

ner ofonset. It does seem to be less frequently

observed in more highly trained athletes. The

Some runners believe that a

stomach waterlogged from

excess hydration can be a

factor in developing a stitch.

manner of onset has produced the hypothe-

sis that the symptoms of a stitch are primar-

ily due to localized muscle ischemia with a

shift of blood from the gastrointestinal tract

to the exercising muscles
—

“starved muscle

theory.”There is no consensus, however, as to

whether the intercostal muscles or the

diaphragm are being starved.

Although there is no specific pattern of

lateralization of pain from a stitch, there is

an attractive theory that combines the reduc-

tion in blood flow to a muscle group with

lactic acid overload in these muscles. This

may support the theory that improvement

in muscle blood flow occurs with increased

training and may lead to a reduction in the

frequency of having a stitch.

To date, there is no scientific evidence of

any link with food intake before exercise and,

similarly, many athletes are aware that avoid-

ing dehydration may prevent a stitch. Some

runners believe, however, that a stomach

waterlogged from excess hydration can be a

factor in developing a stitch. Currently, most

runners take a moderate amount of fluids

before a run and then drink little and often

during it.

Unfortunately, there is very little infor-

mation available. However, adequate fluid

intake during running may well be the only

solution to this event-threatening problem.

References
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Ankle sprains pain for months Every day, 23,000 Americans consult a physician because of ankle sprains. One survey suggests that nearly

three-quarters continue to have symptoms for months, even years, regardless of the type of treatment they receive (Archives ofFamily Medi-

cine 1999; 8:143-8). Respondents were people with ankle sprains from Minnesota and Wisconsin, 400 of whom were surveyed 6-18 months

after injury. Over 40% reported being unable to walk a mile, and a similar percentage could not jump or pivot because of pain or weakness.

Matthew

Ashton!
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Introduction

Examining a patient or couple with sexual

problems involves standard procedures. It

can sometimes, however, be fraught with dif-

ficulties, often related to psychological and

social factors not generally experienced in

other situations.

Patients may anticipate the examina-

tion with dread and profound embarrass-

ment or, conversely, may see it as a

potential source of reassurance and relief.

Doctors must be aware of the many pop-

ular myths about sex and that their patients

may often hold quite idiosyncratic beliefs

and fears, which also will need to be

addressed.

It is important to explain to patients at

the outset how the examination, which is

essential in all patients with a suspected phys-

ical problem, might help them and to tell

them precisely what it entails. An unusual

history, odd behavior by either partner dur-

ing assessment, inconsistent findings on

examination, or unexplained bruising or

trauma may alert you to an abusive relation-

ship. Any suspicions should not be ignored,

but great care and sensitivity are needed to

address this issue.

Patient’s preferences

Many patients will find examination of

the genitalia deeply embarrassing. Success

will depend on the cooperation and confi-

dence ol your patient, and it is best to defer

examination if the patient is uncomfortable

and unable to relax.

It is good practice to offer the presence of

a chaperone to male and female patients. A
substantial minority ol patients, both men

and women, prefer to be examined by a doc-

tor of their own sex. Remember that patients

have made complaints ol indecent assault

even when their examining doctor was ofthe

same sex.

Cultural differences must also be con-

sidered. Many Muslim, Hindu, and Sikh
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women practice a strict sexual morality.

Girls are brought up to be shy and mod-

est, and submitting to a vaginal examina-

tion may be abhorred. Remember that our

sexual mores are not universally accepted.

It is both wise and necessary to explore

these issues with the patient before pro-

ceeding with an examination.

It is important not to neglect evidence

of concomitant disease that may be a con-

tributory factor to the sexual problem.

Cardiovascular, respiratory, or neurologi-

cal diseases may, directly or indirectly,

cause sexual problems. Musculoskeletal

disorders may lead to sexual problems

through chronic pain or immobility.

Observe a patient’s general mobility, spinal

mobility, and movement of the hips and

knees. A patient’s affect may suggest

depression, anxiety, or other mental health

problems.

The examination of both men and

women should include dipstick analysis of

the urine for the presence of glucose.

Diabetes is a common cause of erectile

dysfunction in men and may also cause

autonomic neuropathy affecting sexual

response. A measurement of fasting blood

sugar concentration would be a more reli-

able option lor detecting diabetes if blood

has to be taken for other reasons.

It is important to explain at the outset precisely what

an examination entails. (Mercury treatment for venere-

al disease, circa 1500)

Suggestions for examination

• Remember privacy, warmth, and an

unhurried approach are essential

• Consider that one-third ofwomen and

one-filth of men prefer to be examined

by a doctor of their own sex

• Carefully consider cultural mores

• Offer patients a chaperone, both for

reassurance and for medicolegal reasons

• Assess patients without excluding the

possibility that other diseases such as

diabetes, hypertension, and depression

may have a bearing on their sexual

problem

General examination

• Look for evidence of endocrine disease

• Measure blood pressure and perform uri-

nalysis to exclude diabetes

• Check the cardiovascular and central ner-

vous systems

• Examine the abdomen

• Check the external genitalia and, in men,

the anus and prostate

Examination of male patients

General

Appearance. Observation of general appear-

ance is important and may reveal signs of

androgen deficiency or other endocrine

abnormalities. The distribution of facial and

body hair and the presence of gynecomas-

tia should be noted. Check blood pressure

and radial pulse and palpate the peripheral

pulses in men with erectile dysfunction.

Evidence of arterial disease, such as the

absence of the foot pulses, suggests that an

erection problem might be due to arterial

insufficiency.

Nervous system. Assess the lumbosacral

nervous system ifthere are indications to do

so. There is a dual innervation of the male

reproductive system from the sacral roots
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(S2-4) through the pudendal and pelvic

nerves with predominantly somatic and

parasympathetic fibers, and from the tho-

racolumbar roots (T11-L2) through the

hypogastric, sympathetic, and pelvic

nerves. Tactile (dorsal column) and pin-

prick (spinothalamic tract) sensation in

the perineal and lower limb dermatomes

should be assessed. The condition of the

perineal reflexes may provide evidence of

spinal cord dysfunction.

Abdomen. Check for abdominal surgery

or intra-abdominal pathology such as a pal-

pable bladder or kidneys. Hernias may also

cause pain and sexual problems.

Investigations for male sexual

dysfunction

In erectile dysfunction

• Urine analysis for glucose or a blood sugar

test to exclude diabetes

In loss of sex drive

• Testosterone (9:00 AM sample)

• Sex hormone binding globulin (SHGP)
• Free androgens (calculated from the

above)

• Luteinizing hormone (LH)

• Prolactin

• Luteinizing hormone and testosterone

have a negative feedback relation similar

to that of thyroid-stimulating hormone

and thyroxine. This can be useful in dis-

tinguishing hypogonadism and pituitary

disorders as causes of testosterone

deficiency.

• Prostate-specific antigen and other inves-

tigations are necessary only when coex-

isting disease is suspected

Presence of gynecomastia should be noted. This usual-

ly settles spontaneously but, rarely, may be severe

enough to warrant breast reduction

Rectal examination

• Look for anal warts, hemorrhoids,

sinus, or fissure

The prostate

• Should be smooth and symmetrical

with the firmness of a tensed thenar

eminence

• May be tender but should not be

painful

• Hardness, irregularity, or asymmetry

suggests malignancy and needs

urgent referral

Genital

The appearance of the external genitalia

and any apparent developmental anom-

alies should be noted.

Penis. The size of the flaccid penis is vari-

able, but is usually 5- 1 0 cm in length. It may

seem smaller in obese men, being buried in

the pubic fat. The presence of any firm

plaques of Peyronie’s disease should be

assessed. The foreskin, if present, should be

retracted, and any pain, restriction, or scar-

ring noted. The position of the urethral ori-

fice should be confirmed, and the presence

of genital warts or other infective problems

noted.

Testes. The testes should feel smooth and

symmetrical. The epididymes can be pal-

pated and, again, should be symmetrical

and uniform. The vasa should be palpable as

firm cords without swellings. A varicocele

can sometimes be felt as a swelling above

the testicle, more commonly on the left side,

and is often seen better in the standing posi-

tion. They are often cited as a cause of fer-

tility problems or pain, but the evidence is

inconclusive.

Prostate gland. A rectal examination

should be performed (and any perianal

problems noted) to assess the size and shape

of the prostate. The size of the gland can

vary, but it should be firm, smooth, and

symmetrical with a uniform consistency

(the same firmness as the thenar eminence

when the tips of the thumb and forefinger

are pressed together), and the median

groove should be palpable. It should not be

tender to gentle pressure. If it feels hard,

irregular, or asymmetrical, this suggests pro-

static malignancy. Tenderness often indi-

cates prostatitis, which can be a cause ofper-

ineal pain or pain on ejaculation. In either

case, further investigation is warranted, and

referral to a urological or genitourinary

medicine specialist should be considered.

Testing of reflexes

Perianal reflexes

The muscular contractions provoked

in these reflexes can usually be seen or

palpated

Bulbocavernosus reflex (S2 and S3)

Firmly squeezing the glans penis provokes

a contraction of the bulbocavernosus mus-

cle located between the scrotum and anal

sphincter

Bulbo-anal reflex (S3 and S4)

Firmly squeezing the glans penis provokes

a contraction of the anal sphincter

Anal reflex (S4 and S5)

Stroking or scratching the skin adjacent

to the anus provokes a contraction of the

anal sphincter

Examination of female patients

General

As in the male patient, observation of gen-

eral appearance is important. Assess the

development of secondary sex characteris-

tics and exclude hirsutism and other signs

of virilization. Check the blood pressure,

radial pulse, and urine. Examine the

abdomen and the reflexes including a check

of the anal reflex if a neurological problem

is suspected.

Examining a female patient

• Examination is necessary only when a

physical problem is suspected

• Note the general appearance

• Check secondary sexual characteristics as

welt as pulse, blood pressure, and urine

• Examine cardiovascular system, central

nervous system, abdomen, and external

genitalia

• To assess stress incontinence, examine the

patient with a full bladder and ask her to

cough

• Digital and speculum examination of the

vagina should be carefully made

• Rectal examination is rarely necessary
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• Endocrine investigation has limited role but is necessary in women with menstrual irregularity

or other symptoms of estrogen deficiency

• Follicular-stimulating hormone and luteinizing hormone

• Estradiol

• Prolactin to exclude a pituitary prolactinoma

• Thyroxine, as in men; hyperthyroidism and hypothyroidism can cause dysfunction in sexual drive

and arousal

• Other investigations only when coexisting disease is suspected

Investigations for female sexual dysfunction

Genital

Inspect the external genitalia for any appar-

ent developmental anomalies. Note the

condition of the labia minora, clitoris, ure-

thral orifice, vagina, and anus and whether

there is evidence of warts or other infec-

tions. Is the vulval skin healthy or is there

evidence of atrophy and estrogen deficien-

cy? Are hymenal remnants or adhesions

present? Note evidence of previous child-

birth and scarring from perinatal tears or an

episiotomy.

Urinary incontinence can cause a problem

with sexual activity, so it is important to exam-

ine the patient with a full bladder. Both stress

incontinence and detrusor instability may be

the culprit; the latter sometimes is associated

with voiding at orgasm. With the patient in

the left lateral position, ask her to cough vig-

orously while you observe the urethral ori-

fice: a jet ofurine suggests stress incontinence.

Ifincontinence is a substantial problem, refer-

ral for urodynamic assessment by a urologist

or gynecologist is prudent.

Speculum examination should be per-

formed, and any pain or vaginal discharge

during the procedure should be noted. The

appearance ofthe vagina and cervix should be

assessed, and, if appropriate, bacterial and

chlamydial swabs may be taken from the

vagina and endocervical canal. Excluding

chlamydiosis is especially important in

women with dyspareunia.

Gentle digital examination of the vagina

helps in identifying tenderness and muscle

spasm. If tolerated, a bimanual examination

should be performed to assess the condition

of the cervix, uterus, and adnexa. Particularly

note any tenderness, thickening, or swellings,

which often require referral for further assess-

ment by a gynecologist. The position of the

uterus, either anteverted or retroverted, can

be noted, but this is rarely a cause of sexual

problems. Beware of commenting on the

position of the uterus to your patient unless

you are prepared to address the matter fully.

Rectalexamination in awoman is rarely nec-

essary unless an anal or rectal problem is sus-

pected. However, do look at the perianal skin

for evidence of scarring, warts, or infection.

Conclusion

When the examination of the patient has

been concluded, it is important to give him

or her as clear an explanation of the findings

as is possible. The findings are often entirely

normal, and this reassurance can be very

important as a first step in a patient’s recov-

ery of his or her sexual well-being.

John Dean is general practitioner and runs a sexual

dysfunction clinic in Plymouth, U.K. Etan Milgrom

is associate clinical professor of family medicine and

associate predoctoral director of family medicine at

UCLA School of Medicine.

This article is adapted from the ABC ofsexual health,

edited by John Tomlinson, physician at the Men’s

Health Clinic, Winchester and London Bridge Hospital.

© Bridsh Medical Journal 1998.

This article was originally published in BMJ 1998;

317:1641-1643.

PRACTICE POINT

What drives patients to hum

Hummingbirds need a lot of food in the evening. Then they roost and drop their body temperature. This bed-time calorie load and reduced metabolic rate enables them to

survive the night.

We had just moved a few blocks across a suburb in the north ofSan Diego. Some young relatives ofmy German wife visited almost immediately a new house that was in

chaos. An afternoon project was to obtain and install a new hummingbird feeder (I could not bear to harm the birds by removing the old feeder from our previous house,

which was still unsold).

Hummingbird feeder technology is rather simple: a red apparatus with a yellow center attracts the birds. A glass reservoir of33% solution ofgranulated sugar provides the

calories (running short ofwhite sugar a few months before, I had learned that brown sugar is of no interest to hummingbirds). To the delight of our young guests, within five

minutes of feeder installation, the first hummingbird arrived. Within two hours, five of them were compedng for this new food source hanging under the eve of our house.

Usually, hummingbirds are extremely territorial. A dominant male will vigorously defend, for hours on end, an artificial feeder, or even a single Fuschia plant. To my sur-

prise, the dominant hummingbird at this new house had an entirely different strategy to he who was King of the feeder at the old place. This new chap sat on top of the feed-

er, thus being dubbed "Snoopy” by our young German guests, and drove ofF any competitor who attempted to feed three inches below. The Boss at the old house perched

and chirped in a nearby tree, and attacked his competitors at a high speed developed by diving from his sentinel position.

And then it happened. Just after sunset, the belligerent Snoopy permitted no fewer than five other hummingbirds to share the four feeding apertures. In a moment, the

ingrained, reproducible behavior of a unique hummingbird had changed into exactly the opposite.

Sometimes we are surprised by the choices that our patients make. People often request treatments that their doctors think are suboptimal. People who cannot afford yet

another baby still fail to take precautions that they understand well. Some patients inexplicably withdraw half-way through a clinical trial. Well-informed patients often take

decisions that are not evidence-based.

For some good reason, Snoopy, an identifiable individual hummingbird, suddenly reversed his ingrained, biologically predicated behavior. Surely our patients deserve the

same opportunity at a moments notice, even if they mystify us.

Tony Fox, Rancho La Costa, CA



Culture and Medicine

Why study narrative?

One day when Pooh Bear had nothing else to do,

he thought he would do something, so he went

round to Piglet’s house to see what Piglet was

doing. It was snowing as he stumped over the

white forest track, and he expected to find Piglet

warming his toes in front of the fire, but to his sur-

prise he saw that the door was open, and the more

he looked inside the more Piglet wasn’t there .

1

What is narrative?

The above excerpt from the opening chapter of a

well-known children’s story illustrates a number of fea-

tures of narrative as a linguistic form. First, it has a

finite and longitudinal time sequence: it has a begin-

ning, a series of unfolding events, and (we anticipate)

an ending. Second, it presupposes both a narrator and

a listener whose different viewpoints affect how the

story is told. Third, the narrative is concerned with indi-

viduals; rather than simply reporting what they do or

what is done to them, it concerns how those individu-

als feel and how people feel about them. Both Pooh

Bear, trudging hopefully through the snow, and Piglet,

mysteriously absent from his usual place beside the fire,

are already characters in the story rather than merely

objects in the tale.

The narrative also provides information that does not

pertain simply or directly to the unfolding events. The

same sequence ofevents told by another person to anoth-

er audience might be presented differently without being

any less “true.” This is an important point. In contrast

• The processes of getting ill, being ill, getting better

(or getting worse), and coping (or failing to cope)

with illness can be thought of as enacted narratives

within the wider narratives (stories) of people’s

lives

• Narratives of illness provide a framework for

approaching a patient’s problems holistically and

may uncover diagnostic and therapeutic options

• Taking a history is an interpretive act; interpreta-

tion (the discernment of meaning) is central to the

analysis of narratives (for example, in literary criti-

cism)

• Narratives offer a method for addressing existential

qualities such as the inner hurt, despair, hope,

grief, and moral pain that frequently accompany,
and may even constitute, people’s illnesses

• The lost tradition of narrative should be revived in

the teaching and practice of medicine
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to a list ofmeasurements or a description of the outcome

of an experiment, there is no self-evident definition of

what is relevant or what is irrelevant in a particular nar-

rative. The choice of what to tell and what to omit lies

entirelywith the narrator and can be modified at his or her

discretion by the questions of the listener.

Finally, the narrative is absorbing. It engages the lis-

tener and invites an interpretation. It offers us the expe-

rience of “living through, not simply [knowing] about’

the characters in the story.

2

Narratives in the experience of illness and healing

We “dream in narrative, daydream in narrative, remem-

ber, anticipate, hope, despair, believe, doubt, plan, revise,

criticize, construct, gossip, learn, hate and love by narra-

tive .”
3 Episodes of sickness are important milestones in

the enacted narratives of patients’ lives. Thus, not only

do we live by narrative, but often with our doctor or nurse

as a witness ,

4 we fall ill, get better, get worse, stay the

same, and finally die by narrative, too.

The narrative provides meaning, context, and per-

spective for the patient’s predicament. It defines how,

why, and in what way he or she is ill. The study of nar-

rative offers a possibility of developing an understand-

ing that cannot be arrived at by any other means. Doctors

and therapists frequently see their roles in terms of facil-

itating “alternative stories that make sense from the

patient’s point of view.”
5,

6

It has been argued that in

psychotherapy the role of the therapist goes further: the

therapist should assist the patient in his or her attempt

to construct and work through the unconscious elements

of a half-written personal story.

7

Understanding the narrative context ofillness provides

a framework for approaching a patient’s problems holis-

tically, as well as revealing diagnostic and therapeutic
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Robert’s story

Doctor: Tell me how you first found out that you were diabetic.

Patient: Well my tongue started to get very, very dry and also I was

drinking excessive amounts of liquid, and also I had an upset stom--

ach. So I went to my doctor and told him all this, and all he told me
was that I had an “upset stomach.” And I told him then that I think

I am a diabetic, and he told me that I was talking a load of rubbish.

Doctor: Why did your symptoms suggest diabetes to you?

Patient: Because I have been with a diabetic before who has now

died. I had known him since he was 9 years old, so the symptoms

I had, he [had] described to me before. And that is how I knew I

thought I was a diabetic. So I went to another doctor and he told

me the same thing: that I had an upset stomach. So I waited and

waited and waited. Then I decided to go back to my doctor, when

my urine was starting to crystallize, and he told me that I had VD.

Doctor: What do you mean?

Patient: When I was urinating, the end of my penis started get-

ting all white and also sometimes when the urine hit the pan it was

starting to go clear white.

Doctor: What happened next?

Patient: Well, I decided to go down to the VD clinic. . .and I went

in there on Friday night and I handed him the letter. And he read

it and he said to me, “What do you think you [have]?” And I said,

“I think I [have] diabetes.” And he said, “What [idiot] sent you here?

He should have seen this before you were sent here.” So he said to

me, “Look, I cannot do anything for you tonight, but please report

to the hospital the next morning.” (That was Saturday morning.)

So I went back home and I came down [on] Saturday morning,

but with me walking down on Friday night and [on] Saturday morn-

ing, what normally takes me about 5 minutes, took me 35 min-

utes just to reach the bus stop.

Doctor: Why was that?

Patient: Because I was so weak I could hardly move at all. So I went

down, got down to [the hospital], went in and told the [nurse] at

reception that I would like to see somebody from the diabetes clin-

ic. And she read the letter. Then she told me that I could not get

an appointment [for two weeks] . At this stage I was really very angry,

and I started shouting at her. As that started, a nurse came out

from [the emergency room] and she read the letter. As soon as she

read the letter she shouted to a nurse to get a wheelchair, she dumped

me in the wheelchair, and took me straight upstairs to the diabetes

clinic.

options. Furthermore, narratives ofillness provide a medi-

um for the education of both patients and health profes-

sionals and may also expand and enrich the research

agenda. Indeed, it is thought that anecdotes, or “illness

scripts,” may be the underlying form in which we accu-

mulate our medical knowledge.*
’

Medical students rely

on anecdotes ofextreme and atypical cases to develop the

essential ability to question expectations, interrupt stereo-

typed thought patterns, and adjust to new developments

as a case unfolds.
10

The dialogue to the right took place between one of

us (BH) and a patient seen in a diabetes clinic. The con-

versation was recorded on tape and is reproduced almost

verbatim with the patient’s consent. There are a num-

ber of important points in the story. First, there is the

immediacy of the patient’s voice; his particular way of

explaining things cannot be ignored by a listener or read-

er, although this would be impossible to capture were the

story to be retold in the standard forms used for med-

ical histories. Second, the onset of this man’s disease is

inextricably embedded in a narrative structure within

which he recounts with almost choreographic precision

how the symptoms unfolded and his efforts to com-

municate them.

Despite the passing of30 years, the patient’s utter help-

lessness at the hands of his medical attendants is chilling.

It is not simply that his doctor did not seem to listen to

him: the doctor’s advice and inaction were predicated on

an entirely different story from one that required urgent

intervention. Asher was graphic in drawing attention to

the dangerous tendency of clinicians to see the expected

and unconsciously dismiss the anomalous: “We have to

beware of this suppressive faculty which, by producing

selective deafness, selective blindness and other sense

rejections, can so easily suppress the significant and the rel-

»U, 12
evant.

The study of meaning

Even the most pompous professors have been known to

warn their students, “Listen to the patient: he or she is

telling you the diagnosis.” A more sophisticated view

holds that when doctors take a medical history they

inevitably act as ethnographers, historians, and biogra-

phers, required to understand aspects ofpersonhood, per-

sonality, social and psychological functioning, and

biological and physical phenomena. 13

The notion of interpretation (the discernment of

meaning) is a central concern of philosophers and lin-

guists, but it is a concept with which doctors and other

scientists are often unfamiliar, and hence uncomfortable.

Hunter, a professor of literature with a strong involve-

ment in medical education, writes somewhat contro-

versially that clinical medicine “shares its methods of

knowing with history, law, economics, anthropology,

' 1 1 "
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and other human sciences less certain and more concerned

with meaning than the physical sciences. But unlike those

disciplines, it does not explicitly recognize its interpretive

character or the rules it uses to negotiate meaning.
10
She

is puzzled by the medical profession’s preoccupation with

the gold standard ofscience in cli n ical practice and believes

that medicine is better characterized as a “moral know-

ing, a narrative, interpretive, practical reasoning.
” 1^' 15

A lost tradition

The oral tradition of myths and legends, which are con-

tinually recreated by word-of-mouth in successive gener-

ations, still features prominently in many non-Western

societies and impacts profoundly on the experience of

health and illness in these societies. Perhaps it is partly

because Western culture has lost its grip on this oral tra-

dition that the skills oflistening to, appreciating, and inter-

preting patients’ stories are only rarely upheld as core

clinical skills in medical curriculums. Much of the cur-

rent emphasis in medical training is on the student’s acquir-

ing the ability to express a patient’s problem in the

structured and standardized format that has come to be

known as the “medical history” in the United Kingdom

and “clinical clerking” in North America. It has been

shown that somewhere between the first year and the final

year ofmedical education, students exchange a native facil-

ity for eliciting and appreciating patients’ narratives for

the learned expertise of constructing a medical history.

17

Narratives frequently appear in a vestigial form in the

conventional clinical encounter of modern times. Certain

descriptions ofsymptoms appear to be fragments torn from

elaborate stories. These are alighted on by clinicians as espe-

cially revelatory: “My shortness ofbreath always gets worse

when I lie down, but the funny thing is the pain only comes

on when I climb stairs” or “I was washing the dishes when

everything went black: it was like a curtain coming down.”

Less familiar experiences may be just as important to the

patient but the value of such “classic” symptoms to doc-

tors as readers-of-signs is akin to a mirror held up to nature:

so closely are they aligned to physiological and pathologi-

cal mechanisms that the story fragments faithfully portray,

in linguistic form, particular biological dysfunctions.

At its most arid, modern medicine lacks a measure of

existential qualities such as the inner hurt, despair, hope,

griefand moral pain that frequently accompany, and often

indeed constitute, the illnesses from which people suffer.

18

The relentless substitution during the course of medical

training of skills deemed “scientific”—those that are emi-

nently measurable but unavoidably reductionist—for

those that are fundamentally linguistic, empathic, and

interpretive should be seen as anything but a successful

feature of the modern curriculum.

The core clinical skills oflistening, questioning, delin-

eating, marshaling, explaining, and interpreting may pro-

Why study narrative?

In the diagnostic encounter, narratives:

• Are the phenomenal form in which patients experience ill health

• Encourage empathy and promote understanding between clinician and patient

• Allow for the construction of meaning
• May supply useful analytical clues and categories

In the therapeutic process, narratives:

• Encourage a holistic approach to management
• Are intrinsically therapeutic or palliative

• May suggest or precipitate additional therapeutic options

In the education of patients and health professionals, narratives:

• Are often memorable
• Are grounded in experience

• Encourage reflection

In research, narratives:

• Help to set a patient-centered agenda
• May challenge received wisdom
• May generate new hypotheses

vide a way ofmediating between the very different worlds

of patients and health professionals. Whether these tasks

are performed well or badly is likely to have as much

influence on the outcome of the illness from the patient’s

point ofview as the more scientific and technical aspects

of diagnosis or treatment.

This paper was originally published in the BMJ 1999; 318:48-50.
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WJM interview with Dr. James Orbinski
Miriam Shuchman

As a medical student at McMaster University in Canada, James Orbinski

was intent on a research career. He spent a year in Africa, doing what he

describes as “very technical and very advanced research on pediatric AIDS.’

While there, he had a moment of epiphany. Health, he realized, was far

more than a technical concern.

Surrounded by the growing tensions in the small African nation of

Rwanda—tensions which would erupt into full-scale genocide several years

later—Orbinski came to believe that the social and political dimensions

ol health were more important to people’s wellbeing than the technical study

he was involved in. He left research and went to work for Medicins sans fron-

tieres/Doctors without borders (MSF), a worldwide organization that pro-

vides urgent medical relief in areas of the world beset by war and other

human catastrophes.

Within a few years, Dr. Orbinski had graduated from medical school

and was back in Africa as MSF’s medical coordinator for refugees fleeing

the famine in Somalia. MSF’s doctors participated in a massive relief effort

aimed at restoring famine victims to health. In 1994, Dr. Orbinski returned

to Rwanda to be MSF s chief of mission during the genocidal wars there.

Last year the 38-year-old doctor was elected president of MSF. I spoke

with him recently about MSF’s ongoing work in the former Yugoslavia,

the latest region of the world to be torn apart by war and genocide.

Miriam Shuchman

Co-editor, WJM

MS: What is MSF doing now in the Kosovo region?

JO: At this point, MSF is providing emergency medical

services to the refugees at border stations and in several

of the camps in the border regions. In many cases, peo-

ple have been forced from their homes. Some have seen

individual family members beaten, raped or murdered.

Some have watched their homes robbed and destroyed.

They’ve been forced to leave either by car or on foot, jour-

neying through the mountains over a 3- or 4-day period

before they reach the border. The direct medical conse-

quences of that are all the risks of a long journey that

people were unprepared for.

MS: What illnesses are seen at the border stations?

JO: At the borders what we re seeing is that when people

come across, particularly the elderly, they are physically

exhausted and in many cases people literally collapse as

they cross the border. The other major problem that we

see is profound psychological trauma. People have a very

deep need to tell their stories, to describe the atrocities

they’ve witnessed and experienced.

Then there are the minor cuts and bruises and lac-

erations, because in many cases people have walked over

hills and mountains and been out in the open air for

three or four days, often carrying young children or

carting their old folks, so they’re suffering from exposure.

There’s a relatively high incidence of acute respiratory

tract infections.

MS: What medical services can you provide at the bor-

der, apart from bandaging bruises?

JO: People are rehydrated. They’re given a place to rest.

Sometimes they’re given mild sedatives.

The other major problem we’re focusing on is epi-

demic prevention and management. Refugees in this sort

of situation are highly susceptible to infectious diseases

because of the population being concentrated, and with

poor water and poor sanitation the risk of infectious dis-

ease increases. We’ve seen a number of cases of measles

in Albania at the border crossings. Measles is potentially

a deadly epidemic for children, so we’ve been working

with the World Health Organization to develop a vacci-

nation program.

In a nutshell, what we re doing is providing emergency

medical services at the border and in various refugee col-

lection sites throughout the area, and we re doing basic

epidemiologic monitoring, since that’s how you prevent

epidemics from happening.

We also have a mental health program at the border

regions, where people can stay for 3, 4 or 5 days at the

border. They’ve been traumatized. They’re offered coun-

seling and they’re assessed.

Anthea

Wilke
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Another thing we’ve been doing is to provide neces-

sary supplies to people. The largest number of refugees

are accommodated in people’s homes. These are poor peo-

ple and they lack very basic things: soap, toilet paper,

toothbrushes, diapers, hygiene items. We’ve also focused

on the major humanitarian issue in the region, which is

to ensure the safety of people who remain in Kosovo, and

to ensure the protection ofpeople’s rights as refugees. They

have the right to asylum, the right not to be forcibly

deported.

MS: You mentioned preventing epidemics. Concretely,

how do you do that?

JO: It’s really important to visualize what’s actually hap-

pening on the ground. There are 100s of 1000s of peo-

ple who arrive into an area where the services required

for them do not exist. People are sleeping in fields, on

street corners, with little access to clean water. The fig-

ure we use is that minimum water consumption per per-

son per day is 5 to 7 liters. That’s for drinking and cooking

and washing. Ifyou think about what that means, a liter

of water is quite valuable. Access to safe, clean drinking

water is a primary issue for us to deal with.

The second thing is defecation. No matter where you

are, it’s a normal human bodily function. If there aren’t

proper toileting services, then people will have to toilet

wherever they are. So in that sort ol circumstance we des-

ignate defecation zones. Then we set up the clean water

zone at a site far away from the defecation zones so that

there’s a space, a filter, between the two.

MS: What is a defecation zone or a clean water zone? What

does it look like?

JO: Either we bring in portable latrines or we dig pit

latrines. Then we build very rudimentary structures where

people can clean themselves and bathe. We have a very

specialized pumping system and portable tanks and

portable water systems that we fly in. We can set that

stuff up in a matter of hours, maybe 6 hours or so. Once

it’s set up, you designate people for keeping the tanks and

the pumping system properly maintained. In the south-

ern part ofAlbania, we’ve tapped into the public water sys-

tem and set up piping from the central system. In other

cases we’ll actually drill for water and then set up pump-

ing and a containment system.

The first two priorities in epidemic prevention are ade-

quate, safe, clean drinking water and control ofhuman san-

itation. The third priority is disease surveillance: setting

up a very simple disease monitoring system where you

can detect potentially epidemic or potentially deadly dis-

eases very quickly and respond very quickly. This means

detecting acute diarrhea, measles, meningitis, dysentery. At

a very practical level what it means is setting up health treat-

ment posts were people can go. You set up a tent in the

Medecins Sans Frontieres provides medical relief in a refugee camp

fields where there are 1 000s ofpeople, a health tent where

people can go to get treated or to take a sick child, and

you simply record on a daily basis a tally of the incidence

ofcertain diseases. Then you centralize this and try to ana-

lyze it within a few hours. You encourage community lead-

ers to make sure people go for treatment or report certain

signs and symptoms. It’s very, very rudimentary, but it’s

actually the basis for any public health program.

MS: The images we’ve been seeing on television may be

different from what you've seen as a physician. Can you

describe the images that you bring away from your recent

travels through the refugee areas?

JO: I spent time in two cities in Southern Albania,

Krukec and Krume. The images that come to mind are

of the people staying in the mosques in those cities.

There’s a mosque in each city and there are 1 00s ofpeo-

ple sleeping in and around the mosques. They make

small fires and try to cook their food there. The most

striking feature to me is that the families are very strong

and they have stayed together in large, extended family

groups. They have nothing, they’ve lost everything. I

think what strikes me the most is the incredible digni-

ty of the Kosovo Albanians and their ability to main-

tain cohesion and families.

Around every fire you 11 see a baby being swung gen-

tly in a hammock. The hammock is created by two people
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holding either end of a twisted sheet or blanket, and

they’re rocking this baby calmly, just as if they were at

home.

MS: What are your long-range concerns lor MSF s work

in the Kosovo area?

JO: We can medicalize what is essentially a political cri-

sis, and we have to be careful we don’t do that. People

come across the border and they have nightmares,

tremors, tachycardia. You can focus on the syndrome

—

if you will, post-traumatic stress disorder—and these

are the symptoms of that syndrome. But the reality is

that these are also the symptoms of a political crime.

People’s physical suffering is a consequence of a politi-

cal crime, and the resolution to that is not always

lorazepam. The resolution to that is justice. People need

to know that their problems are being dealt with on more

than just a technical level. From a medical human per-

spective, MSF’s role is to focus on the human issues and

stick to the truth.

MS: And from your personal perspective?

JO: MSF has been a vehicle for my ideals, and it’s the right

place for me right now.

On the net: student’s science exam answers
George Dunea, Cook County Hospital, Chicago, IL

This information came over the Internet some years ago.

It purports to be the answers given by students in science

exams around the world. It came with the comment that

“it is truly astonishing what weird science our young

scholars can create under the pressure oftime and grades.

I was unable to trace the author, but as the work deserves

wider dissemination, I present here the answers of most

interest to a medical audience.

General

“The body consists of three parts—the brainium, the

borax, and the abominable cavity. The brainium contains

the brain; the borax, the heart and lungs, and the abom-

inable cavity the bowls, of which there are five—a, e, I,

o, and u.”

Chemistry

A supersaturated solution is one that holds more than it

can hold.”

“To collect fumes of sulphur, hold a deacon over a

flame in a test tube."

Eyes and nose

“To remove dust from the eye: pull the eye down over

the nose.”

“For nosebleeds, put the nose lower than the body

until the heart stops.”

“For a cold: use an agonizer to spray the nose until it

drops in your throat.”

First aid

“For fainting: rub the person’s chest or, if a lady, rub her

arm above the head instead. Or put the head between

the knees of the nearest doctor.”

“For asphyxiation: apply artificial respiration until

the patient is dead.”

“For drowning: climb on top of the person and move

up and down to make artificial perspiration.”

“For dog bite: put the dog away for several days. If he

has not recovered, then kill it.

Cardiovascular

“The three kinds of blood vessels are arteries, veins, and

caterpillars.”

“Blood flows down one leg and up another."

Gastrointestinal

“The alimentary canal is located in the northern part of

Alabama.”

Orthopedics

“The skeleton is what is left after the insides have been

taken out and the outsides have been taken off. The pur-

pose of the skeleton is something to hitch meat on.
”

Reproductive medicine

“Artificial insemination is when the farmer does it to the

cow instead of the bull.”

“To prevent contraception, wear a condominium.

“Manywomen believe that an alcoholic binge will have

no effects on the unborn fetus, but that is a large mis-

conception.”

Hematology

“Before giving a blood transfusion, find out if the blood

is affirmative or negative.”

Respiration

“When you breathe, you inspire. When you do not

breathe, you expire.”

“Respiration consists of two acts, first inspiration,

then expectoration.”
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Media Watch
The kidney dilemma
Deborah Josefson, physician andjournalist, San Francisco, CA.

Debdoc.@aol.com

Should a father be allowed to donate his remaining kidney to his

ailing child? If the father were a prisoner, would that make a dif-

ference? These questions were recently faced by surgeons and

medical ethicists at the University of California-San Francisco

(UCSF) and Stanford Medical Center in California, sparking a

national media debate. A graduate course in law and philosophy

at the University of Michigan even asked the question as a final

paper project.

The dilemma began in 1996 when David

Patterson, serving a 13-year sentence for bur-

glary and heroin possession, donated a kidney

to Renada Daniel, the 13-year-old daughter

he had abandoned as an infant. Renada was

born with congenital renal anomalies and

underwent cadaveric renal transplant at age 5.

When that transplant failed, she had dialysis

for 7 years. In 1996 her father underwent

compatibility testing and was found to be the

best transplant match. He donated his kid-

ney and thereby renewed his relationship with

his daughter. This altruistic donation received

national media attention because it required

the permission and financial support ofprison

authorities.

Fast forward to December 1998. Sixteen-

year-old Renada was hospitalized at UCSF
with an acute rejection episode. During this

hospitalization, her father made the unprece-

dented offer to replace her failing kidney with

his remaining one. Transplant surgeons at

UCSF refused to consider the offer, but the

family insisted. The matter was referred to the

hospital’s ethics committee.

Medically, the case seemed clear-cut. The

removal of Patterson’s only kidney would

make him dialysis-dependent and shorten his

life by about 20 years. Intentionally making

someone anephric violates the Hippocratic

oath of“first do no harm .

” So why was the case

even considered, and why did it get so much

media attention?

Although biomedically the decision

appeared obvious, several important ethical

considerations were raised. Among them was

whether a parent has the right to sacrifice his

life for his child. Other wrinkles highlighted

by the media included the status of the father

as a prisoner, and who would ultimately shoul-

der the medical costs (dialysis costs at least

$40,000 a year). Although her nephrologist,

Dr. Donald Potter, denied it, some papers

reported that Renada had secretly stopped tak-

ing her anti-rejection medications.

Furthermore, because there is a relative

shortage of minorities on transplant donor

lists, the specter of racial discrimination was

raised by the family. Both Renada and her

father are African-American. At a press con-

ference in January 1 999, a spokesman for the

family, the Rev. Lorenzo Carlisle, charged

that the ethics committee didn’t approve the

transplant because Renada and her father are

Black, “The child feels that the hospital did

not value her black life. Ifshe were Caucasian,

they would have approved this,” he said (San

Francisco Examiner, January 21,1 999).
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Renada Daniel-Patterson talks with her father, David Patterson

Vickie Daniel, Renada’s mother, contend-

ed that the decision was purely a family and

spiritual matter in which hospital officials had

no right to interfere. In an interview with the

San Francisco Chronicle (December 5, 1998,

p. A17), she said, “I don’t know what they

are taking so long to think about; they should-

n’t have any say-so in this. This man is offer-

ing to save his daughter, not their daughter.

So, why should this even be a question?” Her

viewpoint got some support in biomedical

ethical circles.

Hank Greely, chairman for the steering

committee of Stanford University’s Center

for Biomedical Ethics, told the San Francisco

Examiner (December 11, 1998, p. A2) that

parents often make life-threatening sacrifices

for their children, and that usually such acts

are considered laudable. Moreover, he point-

ed out that physicians routinely put termi-

nally ill patients through risky and painful

treatments that have only a slight chance of

increasing the quality and quantity of their

lives.

Commenting on the matter. Dr. Wade

Smith, a neurologist, and chairman of the

UCSF Ethics Committee that deliberated the

case, said that from a physician’s standpoint,

intentionally making someone anephric is

“far and beyond anything that the transplant

community would accept. The reason it

reached the ethics committee is because the

transplant surgeon was approached by the

family with this request and the surgeon felt

very uncomfortable with it. An ethics com-

mittee is obliged to answer the questions that

are put to it.

“A parent may have the right

to run into a burning building,

but he has no right to take me

with him.”

Dr. Smith added that though ethics com-

mittee deliberations are usually confidential,

much of the debate was in the press because

Renada’s mother held press conferences on her

daughter’s condition and the status of the

ethics committee deliberations. Although

committee deliberations are usually closed

even to family members, Renada and her

mother were allowed to attend some ofthem.

Dr. Smith found this frustrating. For instance,

the committee wanted to make a decision

based on the particulars of the case, but the

family prevented this. They did not even allow

David Patterson to undergo compatibility

testing this time around. Since Renada was

already rejecting his initial kidney, she might

have antibodies against her father’s tissue type,

which would render him incompatible as a

second-time donor.

Moreover, though it’s unknown if David

Patterson was an IV drug user, he was con-

victed for heroin possession, and drug users

have an increased incidence of renal failure

from focal segmental glomerular sclerosis

themselves—so the kidney may not have

been ideal. However, the family wanted the

rule to be a general one, and not merely apply

to Renada’s case. In reaching its decision, the

ethics committee consulted with Mark Fox,

an ethicist at the United Network for Organ

Sharing, the national organization responsi-

ble for maintaining transplant lists, and with

Arthur Caplan, a medical ethicist at the

University of Pennsylvania. Neither had ever

considered such a case before. The commit-

tee ultimately ruled that to remove someone’s

only kidney would be unethical, as it would

do unacceptable harm to the donor and

would violate the surgeon’s own ethics. Dr.

Smith said that analogies to a parent run-

ning into a burning building to save their

offspring were not valid. “A parent may have

the right to run into a burning building, but

he has no right to take me with him," he said.

The case was not just about a parent’s right

to save his offspring because it also involved

physicians. Because the ruling was a general

one, the racial and prisoner status of the

donor were not specifically considered. A
positive offshoot of the media coverage was

that it resulted in more organ donor candi-

dates. In Northern California alone, 3,100

people await renal transplants with an aver-

age wait of 3.5 years. For minorities, such as

African-Americans, the wait can be even

longer because fewer African-Americans vol-

unteer to be donors and also because they

have higher rates of diabetes and hyperten-

sion, which make them unsuitable donors.

The spate ofmedia coverage resulted in over

70 calls from possible candidates and publi-

cized the plight of organ shortages, particu-

larly for minorities.
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Scientists develop vaccine strategy for peanut allergy

Scott Gottlieb, New York

Researchers believe that they may be close to

developing a new strategy to combat ana-

phylactic allergies—such as the increasingly

common allergy to peanuts—by inducing

tolerance using an oral formulation contain-

ing a gene from the offending allergen.

Many established allergies have been tra-

ditionally treated by immunotherapy, in

which subcutaneous injections of progres-

sively increasing doses of purified allergen

are given—a strategy effective in only some

circumstances. Dr. Kam Leong, professor of

biomedical engineering at theJohns Hopkins

School ofMedicine in Baltimore, and his col-

leagues are developing a new strategy to

induce allergen tolerance. A gene from the

main allergen, in this case peanuts, is cloned

into a synthetic vector and administered oral-

ly [Nature Medicine 1999; 5:380, 387-91).

An experimental drug known as endostatin,

being developed for its ability to shrink can-

cerous tumors by inhibiting the growth ofnew

blood vessels, is also showing promise in treat-

ing atherosclerosis. New research raises the pos-

sibility that a new category of drugs—called

“angiogenesis inhibitors —may be useful

weapons against heart disease ( Circulation

1 999; 99: 1 726-32) .The researchers found that

endostatin significantly reduced atherosclero-

sis in genetically susceptible mice. In a 1 6-week

experiment on 73 mice, the researchers tested

endostatin as well as TNP-470, another sub-

stance known to inhibit the growth of capil-

laries in animals fed a high-cholesterol diet. The

mice all had a genetic mutation that made

them prone to atherosclerosis. Animals who

had been treated with one of the two drugs

had70% to 85% less plaque deposition in their

aortas than those untreated.The inhibitors had

much less effect if given too early (before the

plaques reached substantial size and needed

new blood vessels to grow further) or too late

(after the plaques were mature).

Endostatin, developed at Harvard Uni-

versity, has been shown to be effective

Peanut butter sandwiches can kill

The new strategy is based on protecting the

allergen's DNA from digestion by forming a

complex with particles of chitosan, a naturally

against cancer in animals but has not yet

been tested in people. The latest research

project was led by Dr. Karen Moulton, a car-

diologist, and conducted in the laboratory

of Dr. Judah Folkman at Harvard Medical

School and at Children’s Hospital in

Boston. Dr. Folkman pioneered the concept

of angiogenesis—the growth of new blood

vessels—as a potential target for cancer

treatments.

Endostatin is a naturally occurring pro-

tein that blocks the formation of blood ves-

sels. Without a blood supply, tumors in

animals stop growing and sometimes regress

completely. Atherosclerotic heart disease also

involves unwanted tissue growth. “By block-

ing this, perhaps we can alter the progression

of the disease,” said Dr. Moulton. In addi-

tion, cutting off the blood supply to a plaque

may reduce the likelihood that the plaque will

eventually rupture. Dr. Moulton pointed

out, however, that further research is need-

ed to determine whether treatment with

angiogenesis inhibitors in people at high risk

of heart disease can affect the development

of large atherosclerotic deposits.

occurring polysaccharide that is an effective vec-

tor for the controlled intestinal delivery ofmany

pharmaceutical agents. After ingestion, the

polysaccharide adheres to the intestinal walls

and can be taken in by cells of the gastroin-

testinal tract. In the latest study, DNA from

peanut allergens was administered orally to

mice. The severity of anaphylaxis was blunted

considerably when the mice subsequently

underwent a protocol for sensitization and in-

duction ofanaphylaxis using the peanut allergen.

The findings are still a long way from being

used in clinical applications. For example, the

authors have not yet studied the efficacy ofgene

administration in mice that are not already sen-

sitized to a particular allergen, which is likely to

be the case in humans who would require treat-

ment. “The immune system ofmice is also quite

different from that of man,” said Dr. Leong.

Ethnic Albanian doctor

abducted from her home

in Kosovo ggggjjj
Benjamin Hope, London

A prominent pediatrician of ethnic Albanian

origin was abducted from her apartment in

Pristina, Kosovo, according to Amnesty

International. Dr. Flora Brovina, one ofthe few

high-profile ethnic Albanians to remain in

Pristina, was forced into a car by a group ofmen,

some of them reportedly wearing masks, on

April 22. Her brother-in-law, in contact with

Amnesty International, had heard no news of

her at the time of going to press. Dr. Brovina,

48, was president of the Albanian Women’s

League, a non-party political organization, and

had been involved with local human rights

groups and humanitarian work. Last year she

had also been active in organizing demonstra-

tions by women to protest against the activi-

ties of the Serbian security forces in Drenica.

“There are fears that Dr. Brovina may have been

targeted because ofher activities, which includ-

ed setting up a rehabilitation center for

displaced women and children,” said a

spokesperson for Amnesty International.

Endostatin may reduce atherosclerosis

Scott Gottlieb, New York
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Bone marrow transplants do not help in breast cancer

Scott Gottlieb, New York

Preliminary results released early from 4

ongoing clinical studies of breast cancer

treatments indicate that high-dose chemo-

therapy followed by bone marrow trans-

plantation may not significantly improve

survival, although positive results from a

fifth trial, also released early, seem to sug-

gest otherwise. For almost a decade, ultra-

high doses of chemotherapy followed by a

bone marrow transplant, to rescue the

destruction ofthe immune system caused by

such regimens, has become a preferred treat-

ment in the United States for women with

recurrent or advanced breast cancer.

Thousands ofwomen have demanded the

procedure. Insurance companies routinely

pay for it, even though there is no proof of

its effectiveness. Preliminary research released

by the National Cancer Institute reflecting 4

ofthe 5 long-awaited studies of2, 1 00women
in the US, Scandinavia, and France, found

no difference in survival between patients

who had high-dose chemotherapy with trans-

plants, and those who had lower doses of

chemotherapy.

The fifth study, from South Africa, did

find a benefit in patients with positive

lymph nodes, suggesting that the treatment

might help some women. In this study, 1 54

women who received the high-dose chemo-

therapy plus a transplant suffered fewer can-

cer relapses in the 5-year period following

the procedure. After more than 5 years of

follow-up, 17% who received transplants

had died, as compared with 35% in the

other group.

Taken together, the 5 studies are not

scheduled to conclude for another 3 to 5 years.

Dr Alan Lichter, president of the American

Society of Clinical Oncology, said in a con-

ference call with reporters that the lack ofcon-

clusive findings thus far in the follow-up

suggests that if the procedure does eventual-

ly turn out to have a benefit, it will be small.

Dr Lichter said, however, these findings might

enable better clinical studies, since the early re-

sults might “dispel the concern that if you’re

in a trial and are not on the high-dose arm,

you’re really missing the boat.”

Summaries of the 5 studies are available

on the Internet at www.asco.org.

Researchers find genetic basis for susceptibility to mycobacteria
Deborah Josefson, San Francisco

Genetics may explain why some people are

more susceptible to non-tuberculous myco-

bacteria infections than others. Researchers

at INSERM (National Institute for Medical

Research), in Paris, France, investigated the

clinical syndrome of disseminated non-tuber-

culous mycobacterial infection, in which oth-

erwise healthy individuals without detectable

immunodeficiency develop overwhelming

infections with mycobacteria that are nor-

mally not virulent (Nature Genetics 1 999; 2 1

;

370-8). They uncovered a genetic basis to an

underlying susceptibility to infection—one of

the few times that discrete, heritable, and

spontaneous mutations have been found

responsible for making someone vulnerable to

a specific microorganism.

Mycobacteria tuberculosis and M. leprae—
the organisms that cause tuberculosis and

leprosy—are the most pathogenic mycobac-

teria, although most bacteria in their class

are relatively harmless. Rare individuals,

however, develop disseminated infections

with normally non-virulent non-tuberculous

mycobacteria. People with the genetic defect

can also develop fatal infections after vacci-

nation with Bacille Calmette-Guerin (BCG).

The INSERM researchers studied several

families with idiopathic reactions to vacci-

nation with BCG or disseminated non-

tuberculous mycobacterial infection, including

18 people from 12 unrelated families. From

previous investigations, it was known that the

receptor for interferon gamma—a cytokine

with a central role in combating bacterial, viral,

and parasitic infections—was implicated.

A genetic defect underlies susceptibility to mycobacte-

rial infection

When researchers examined the DNA region

encoding the interferon receptor in affected

families, they found homozygous mutations in

the region, accounting for an autosomal reces-

sive mode of inheritance in some families.

The importance of interferon in combat-

ing non-tuberculous mycobacterial infections

was underscored by the finding that mutations

in genes encoding interleukin 12 (a cytokine

that stimulates various cells to secrete inter-

feron) also increased susceptibility. The

researchers also found heterozygous mutations

in the receptor gene that were inherited in an

autosomal dominant manner. This is the first

time that autosomal dominant inheritance to

a particular pathogen has been found.

Further analysis of these receptor gene

mutations showed that they produced a

functionally deficient receptor that migrat-

ed to the cell surface normally but was

unable to respond to interferon. The mutat-

ed receptor clogs the cell surface and com-

petes with the normal receptor for interferon

binding, further crippling the response to

interferon.
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US cancer rate declines

Debbie Josefson, San Francisco

The overall incidence ofnew cancers and can-

cer deaths in the United States fell between

1990 and 1996, but increases in adolescent

smoking could reverse this trend, says a new

report {JournaloftheNational Cancer Institute

1999; 91:660-1, 675-90). The Annual Report

to the Nation on the Status ofCancer;
1973-

1996 confirmed the decline in cancer inci-

dence and mortality first noted last year. Ove-

rall cancer incidence dropped by an average of

0.9% per year between 1990 and 1996, and

cancer mortality decreased by 0.6% per year.

Incidence data used in the study were

culled from 1
1
population-based cancer reg-

istries. They showed that men between the

ages of 25 and 44 and over 75 years old had

the greatest decrease in the number of new

cancers diagnosed, with statistically signifi-

cant declines in leukemias and cancers of the

lung, colon and rectum, urinary bladder, oral

cavity, and pharynx. Rates of prostate cancer

also declined. Women had statistically signif-

icant decreases in new cases ofcolorectal can-

cers; rates of leukemias, and oral cavity and

pharyngeal cancers also declined. The inci-

dence of breast and uterine cancers remained

stable from 1 990 to 1 996. Deaths from breast

cancers declined, however, by an average of

1.7% a year from 1989 to 1996. The only

cancers whose incidence increased between

1990 and 1996 were melanomas, up 2.7%

per year, and non-Hodgkin’s lymphomas, up

0.6% per year.

But the upward trend in teenage smok-

ing threatens to reverse gains made in can-

cer prevention. Data from the National

Youth Risk Behavior Surveillance System

showed that smoking increased significantly

among high school students, from 27.5% in

1991 to 36.5% in 1997. “Unless we invest

now in antitobacco efforts aimed at our

youngest citizens,” said Donna Shalala, sec-

retary of health and human services, “We
will waste the progress achieved so far.”

Falsifying data is main problem in US research fraud review

Mark Pownall, London

Half of the biomedical researchers accused of

scientific fraud in the United States and sub-

jected to formal investigations in recent years

are guilty of misconduct, a new review has

found. In the biggest review ofscientific fraud

ever published, the US Office of Research

Integrity, has released data on nearly 1 ,000 alle-

gations investigated from 1993 to 1997. The

review covered inquiries into allegations ofmis-

conduct in research funded by the US Public

Health Service, which has a budget of$ 1 5 bil-

lion. Altogether, 1 50 cases were formally inves-

tigated after a preliminary assessment of their

plausibility. Of these investigations, 76 result-

ed in findings of scientific misconduct, most-

ly falsification and fabrication but also

plagiarism. Accusations ofresearch fraud most

often led to a ruling ofmisconduct for the least

experienced medical researchers, while allega-

tions against full professors and assistant pro-

fessors less often resulted in guilty verdicts.

Larry Rhoades, director of the division of

policy and education in the Office of Research

Integrity, said that the figures suggested that

“the system is more protective of senior than

junior researchers. Senior academics, hesaid,

were more able to defend themselves against

accusations. “But we do not know why there

are these patterns. We hope researchers might

find it interesting to look at these questions.”

Dr. Rhoades pointed out that those at the

academic rank ofassociate professor, one step

below full professor, seemed to attract the

most allegations ofmisconduct. Nearly a third

(31%) of the allegations were aimed at this

grade, and 17 out of 45 allegations (38%)

resulted in findings of misconduct.

Mostwhisdeblowers were senior academics,

chiefly professors and associate professors,

responsible for about half the allegations. Dr.

Rhoades called for international efforts to

collect data on scientific fraud, to enable

those policing medical researchers to make

valid international comparisons.

Scientific Misconduct Investigations 1993-1997 is available

from the Office of Public Health and Science, Office of

Research Integrity, Suite 700, 5515 Security Lane,

Rockville, MD 20852; tel 301-445-5300.
'

News in brief

Peyote supply shrinks as ranchers withdraw

leases see also p.328

The supply of Peyote, a mind altering cactus used

to promote inward reflection by members of the

Native American church, is under threat from

ranchers who want to lease their lands for more

lucrative business. Peyote is legal for church

members, since Congress, backed by the Drug

Enforcement Agency, gave people the right to use

the drug for religious purposes in 1994. Peyote is

claimed to reduce alcoholism rates among

Indians— a major health threat in most tribes.

Sex can ward off colds

Levels of IgA, found in saliva and mucosal lining,

are raised, albeit slightly, in people who have reg-

ular sex, compared with abstainers. In a study

from Wilkes University in Wilkes-Barre, present-

ed at the Eastern Psychological Association in

Providence, researchers asked 111 undergradu-

ates how frequently they had had sex the previ-

ous month and measured levels of IgA in their

saliva. The researchers that sexually active peo-

ple may be exposed to more infectious agents

and hence produce more IgA than non-active

people.

Oregon judge bans HIV-positive woman from

breast feeding

The state of Oregon has ordered an HIV-positive

mother not to breastfeed her infant. The mother,

Kathleen Tyson, who tested positive six months

into her pregnancy, disputes that HIV causes AIDS.

Three weeks before giving birth she discontinued

her antiretroviral medications and refused AZT

during delivery. A temporary court order given pre-

viously ordered the Tysons to give their infant AZT

for six weeks. The family will be visited to make

sure they comply.

Homicide main cause of death for children

under one

Homicide, accidental suffocation, motor vehicle

accidents, fire, drowning and choking are the

main causes of injury related death for children

under one, accordingtoastudy from the National

Institute of Child Health and Human Develop-

ment. The data were analyzed from linked infant

birth and death certificates. Infants were more

likely to die from injuries if their mothers were

young, unmarried, had lower levels of education,

had older children and were Native American or

African American. Native American infants were

at greatest risk of motor vehicle accidents and

drowning.
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Medicine and Money
Why HMOs are dumping their Medicaid patients

Scott Gottlieb, New York, NY; sg2@doc.mssm.edu.

ADAPT, a national disability group, demonstrates against Medicaid cuts in Washington DC

The nation’s largest health maintenance

organizations (HMOs) are quitting man-

aged care programs for the poor and elder-

ly, citing financial losses and continued cuts

in government funding. The moves are

prompting some patient advocates to fear a

return to crowded Medicaid mills, small

clinics that generate revenue from high

patient volume and low-budget care.

So far, none of California’s commercial

plans have pulled out of the state’s Medicaid

program. ButTangerine Brigham, director of

policy and planning for the San Francisco

Department of Public Health, warned that

“state leaders are concerned that in some

places reimbursements are so low to providers

and health centers that it may be inadequate

and force some people to pull out or close

their practices and reduce access.”

“We have to be careful that

we don’t create a two-tier

system where if you are rich

you get one kind of treatment

and if you are poor you get

another kind.”

The changes particularly threaten the

Medicaid program, where years of declining

costs and increasing access to health care for

some of the country’s poorest patients are in

jeopardy ofbeing reversed. HMOs that have

already backed away from their commitment

to provide health care coverage to recipients

of Medicaid include Aetna US Healthcare,

PacifiCare, Oxford Health Plans, Kaiser

Permanente, and Blue Cross/Blue Shield.

One reason cited by the health care plans

for the pullouts is recent cuts in state fund-

ing for Medicaid managed-care programs.

Nationally, state legislators have reduced the

per-member monthly rates they pay HMOs
by 10% to 20% on average. State Medicaid

directors counter that the for-profit HMOs
are to blame for abandoning a business they

haven’t run well. In Portland, Oregon, state

officials began requiring Medicaid patients to

join HMOs nearly 5 years ago and to sub-

mit to rules rationing their health care. But

the HMOs couldn’t hold down costs, and

spending for the plan climbed to $2.1 bil-

lion in the 1997-1999 state budget period

from $ 1 .7 billion in 1995-1 997. Higher cig-

arette taxes have not offset the increase and

the state is now paying more money from its

general fund than it did before the program

started.

In contrast, problems in Michigan arose

after legislators cut the amount ofmoney the

state paid to local HMOs. Recently, leaders

of Detroit’s two largest HMOs warned that

sharp cuts in their state’s reimbursement rates

for Medicaid patients threaten their ability

to assure adequate medical care for poor

people.

“We have to be careful that we don’t

create a two-tier system where if you are

rich you get one kind of treatment and if

you are poor you get another kind,” said

Gregory Moses, president and chief exec-

utive of United American Healthcare

Corp., which runs the OmniCare health

plan in Michigan. Hundreds of HMOs
continue to operate Medicaid programs,

and some of the nation’s largest HMOs,
such as Kaiser and United Healthcare,

which have ended programs in some

states, have said that they remain com-
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mitted to their managed-care programs in

other states.

In other cases, managed care plans have

continued to cover Medicaid and Medicare

recipients but have dropped benefits that

they once used to lure clients. In January,

none of Maryland’s nine HMOs in the

HealthChoice program, a state-operated

health care program that channels Medicaid

recipients into HMOs, passed the state’s test

for “adequacy of care” for diabetics and new

enrollees, who were supposed to be examined

within 90 days of signing up. Screening for

substance misuse was virtually nonexistent,

and it was difficult to tell from records

whether patients even had primary care doc-

tors assigned to them.

So far, in California, the commercial

HMOs have not defected from the state’s

Medicaid managed care programs, accord-

ing to Jamie Tyre, director of business

development and marketing at the San

Francisco Health Plan. Some plans have

recently begun grumbling that they may

soon leave, however, according to Jim Lott,

executive vice president of the Healthcare

Association of Southern California.

Managed care plans are disap-

pointed that they can no longer

expect windfalls from insuring

Medicaid beneficiaries, and

state governments are disap-

pointed that HMOs may not be

able to help curtail the rising

cost of insuring Medicare

and Medicaid recipients.

“Right now, California still is a market with

an abundance ofproviders,” Lott said. “So even

though capitated payments are 30% less than

what they should be, health plans are still able

COMMENTARY

Cost controls must not damage quality
Elaine Batchlor, Vice President, California HealthCare Foundation; ebatchlor@chcf.org

Crystal Hayling, Director, Medi-Cal Policy Institute

The recent exit ofmanaged care health plans

from Medicare and Medicaid markets

around the country has stimulated heated

discussions about the commitment and via-

bility of commercial plan participation in

these two government programs. Critics

claim that the money-hungry plans have

taken their profits and are now abandoning

seniors and poor people. Federal and state

officials deny that the exits portend chal-

lenges or trouble within the programs, cit-

ing them as minor setbacks. We will argue

that the truth lies somewhere in the middle

and aim to point out key concerns and areas

where further research is needed.

First, let us begin with the original objec-

tive that publicly funded health programs

hoped to achieve through the introduction

of managed care. Governments imple-

mented managed care in Medicare and

Medicaid to provide beneficiaries with

increased options for access to quality health

care at more affordable prices than in the

traditional fee-for-service programs.

There are a number of elements essen-

tial to attaining this goal: (1) health plans

must continually realize a compelling busi-

ness case for participation in the programs,

(2) beneficiaries must find a compelling rea-

son to enroll in managed care plans or to

select one plan over another, and (3) costs

must be controlled. It was hoped that man-

aged care plans could do in the public sec-

tor what they had shown possible in the

to exact large discounts from hospitals. If that

changes, the plans could face more pressure.

Heralding a change in the California mar-

ket, the state has recently mandated that in-

creases in capitation rates be passed on directly

to providers. “Before this decision, that extra

money would usually evaporate somewhere at

the health plan level,” Lott said. Managed care

plans are disappointed that they can no longer

expect windfalls from insuring Medicaid ben-

eficiaries, and state governments are disap-

pointed that HMOs may not be able to help

curtail the rising cost of insuring Medicare

and Medicaid recipients. It seems unlikely

that the trend to pull out will be reversed.

Blue Cross/Blue Shield of Texas said last

month that it will not join the state’s Medi-

caid managed-care program in the busy

Dallas area because of what the insurer calls

unreasonably low reimbursement rates. “All

we were asking for was a break-even on this

business, and we were projecting anywhere

from a half-million to a $2 million loss,” said

David Bick, Blue Cross’ vice president of gov-

ernment programs.

private sector: control costs while (arguably

to some) maintaining quality.

Use of market mechanisms to improve

access and control costs requires acknowl-

edging some of the realities of how markets

function. Entry and exit is a natural part of

properly functioning markets. The question

should not be whether exits will occur, but

why plans are leaving and the extent to which

beneficiaries are affected.

Although some plans say they are exiting

markets because of inadequate rates and bur-

densome regulations, there may be additional

reasons. Some plans entered markets late and

found they couldn’t build enough market

share to make the business viable. Other

plans may have failed to develop the expertise

999 wim
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needed to make the programs work. The

important questions are whether a sufficient

number of high-quality plans remain in the

market to achieve the goals of the programs

and whether the level of instability presents

an unacceptable level of disruption in

patients’ care.

In order for the managed care marketplace

to work, it must also be financially viable for

physicians. If premiums are too low, physi-

cians will be unable or unwilling to partici-

pate in the program. There are signs that

payments to physicians may be too low in

some places.

Some physicians, particularly in Cali-

fornia, where physician payments are rela-

tively low, say they are teetering on the edge

of financial inviability. As one factor influ-

encing plans’ decisions to leave markets,

plans cite resistance from physicians who are

holding the line against rates they say are too

low to deliver quality care. Other plans are

reconfiguring their networks to exclude,

where possible, physicians who demand

higher payments. Instability among physi-

cians participating in the programs may cause

greater disruption ofpatient care than the exit

of health plans.

Finally, there are powerful forces causing

medical costs to increase every year. The

major drivers toward cost increases are the

development of expensive new technology,

pharmaceuticals, and the aging population.

Payments to plans and physicians need to

keep pace with some of these dramatic

increases in medical costs. Yet federal and

state budget decisions frequently have more

impact on rates than do business decisions

based on program costs.

For the Medicare program, the Balanced

Budget Act of 1 997 established a 2% cap on

health plan payment increases at a time when

medical costs were projected to rise6% a year.

Risk adjustment, scheduled to start in the

year 2000, has added uncertainty to the ques-

tion of future rates. This raises the question

of whether rates will be adequate to support

the business case for plans to participate in

the program and what changes plans may

make in order to $tay in the program.

In the Medicaid program, federal guide-

lines impose an ‘upper payment limit’ that

prevents states from paying more for man-

aged health care than they would have paid

under fee-for-service. In California, where

fee-for-service rates were low prior to the

implementation of managed care, health

plan capitation rates are currently the low-

est in the nation. Physicians and plans com-

plain about these low rates which, prior to

1998, had not been increased significantly

in more than a decade. Admittedly, states

must be frugal purchasers. But if low rates

cause a constant seepage of physicians and

plans from the system, state leaders may find

that they have undermined the very system

they created.

The forces driving increased

medical costs make it im-

perative for governments to

have a mechanism for con-

trolling costs without jeopar-

dizing access to quality care.

And what about the beneficiaries? How
much have recent plan pullouts affected their

care and what can they expect in the future?

In the Medicare program, the number of

beneficiaries that have been affected has been

a relatively small percentage of the total.

Many of the plan terminations were in rural

areas where managed care enrollment and

rates have been low. Most beneficiaries

enrolled in plans that terminated had the

option ofjoining another managed care plan,

although that may have meant changing doc-

tors. In California, for example, only 0.5%

of beneficiaries, or about 6,600 people, were

left without the option of joining a managed

care plan.

Managed care plans originally used gen-

erous government premiums to add bene-

fits such as prescription drug coverage and

low out-of-pocket costs to attract benefi-

ciaries. This resulted in rapid growth in

enrollment. Plans’ response to less gener-

ous premiums may be to decrease drug

benefits and increase enrollee cost-sharing.

Plans will attempt to do this while contin-

uing to differentiate managed care from

traditional Medicare and supplemental

plans enough to appeal to beneficiaries.

The outcome for enrollees in Medicare

managed care is likely to increase out-of-

pocket costs.

More information is needed to under-

stand exactly what health plan exits from

Medicare and Medicaid signal for future

health plan decision-making, physician

participation, and beneficiary care. The

Medi-Cal Policy Institute, a project of the

Foundation, has embarked on a study to

examine the financial viability of health

plans involved in the Medi-Cal program

in order to understand how past perfor-

mance may impact future behavior.

The forces driving increased medical

costs make it imperative for governments

to have a mechanism for controlling

costs without jeopardizing access to qual-

ity care.

Managed care is the primary approach

currently on the horizon that offers the

possibility of achieving this goal. This cre-

ates a strong case for figuring out how

to make it work for plans, physicians, the

government and, most importantly, bene-

ficiaries.

a Affluence doesn’t always improve survival. Adults with cancer do better if they are affluent, and there is some evidence that the same is true for

children. An international team of researchers reports, however, that there is no socioeconomic gradient in children’s survival from acute lympho-

cytic leukemia (Archives of Disease in Childhood 1999; 80:311-7). The researchers linked cancer registry data from England and Wales with mea-

sures of deprivation and found only a 3-6% difference in survival between socioeconomic groups— no more than would be expected by chance.
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Speaker’s Corner
Unnerving: a patient’s view of the debate over

prostate cancer

“For in much wisdom is much grief: and he

that increaseth knowledge increaseth sor-

row.”— Ecclesiastes 1:18

I came to that very same conclusion a cou-

ple of years ago when 1 discovered the dis-

agreements among doctors over screening

and treatment of prostate cancer.

In retrospect, I’m not sure if I'm better or

worse off for having found out that many of

the learned heads in the field are having seri-

ous disputes. It’s unnerving when you stum-

ble across something like that. It’s sort of like

having the door to the cockpit of your 737

suddenly swing open, and you witness 2 pilots

arguing vehemently about the flight plan.

Especially unsettling was the discovery that

doctors have big egos and big emotional

investments in their own ways ofdoing things.

Sometimes the scientific method winds up in

the back seat. This fact was brought home to

me when I was evicted from a world-famous

university hospital by uniformed security

guards because a renowned surgeon took

offense during an interviewwhen I questioned

whether prostatectomies actually save lives.

Let’s start at the beginning. After my
50th birthday I visited my internist for that

dreaded “the times they are a-changing”

examination. The only discordant note was

that the physician detected a little “asymme-

try” in my prostate. My prostate wasn’t hard.

It wasn’t swollen. Just a tad lopsided. Before

leaving the office, I had in my hand a lab

referral slip for a prostate specific antigen

(PSA) test. Until that time, I had only asso-

ciated the acronym “PSA” with the now-

defunct airline that once flew cheap, reliable

passenger service up and down the West

Coast from its home base in San Diego.

Even though my test results came back

normal, indicating no sign of cancer, my
internist referred me to a specialist, just to

be on the safe side.

Aweek or so later I visited a urological prac-

tice on Telegraph Avenue in North Oakland.

Another digital rectal examination confirmed

the asymmetry. As for the PSA result, the urol-

ogist dismissed it. “You can have a normal PSA

and still have cancer.” That was the first shock.

He recommended another round of tests.

First, a sonogram, to take a Polaroid picture

of the prostate for closer examination. And

if that were to prove inconclusive, the next

test would be a biopsy. The word “biopsy” has

a way of focusing the mind. At this point, I

could have said no. The thought just never

occurred to me. The next thing I knew, I was

standing at the counter in a pharmacy, pur-

chasing a brace of Fleeta enemas to prepare

me for the next plateau. The testing proce-

dures were, as physicians say with consider-

able understatement, invasive. The sonogram

was inconclusive, and so the urologist per-

formed the biopsy.

It involves insertion of a wire-like cable

up the rectum. At the end of the cable is a

razor-sharp set of jaws that are cocked open.

After the physician guides it into place against

the prostate, he trips the release. Bingo! The

minutes awaiting the six clicks of the cable

release collecting the specimens ofmy prostate

were among the longest I’ve spent on this

earth. No anesthesia was involved. After it was

over, the nurse showed me a beaker full of

fluid in which 6 raw bits ofmy tissue floated

lazily to the bottom.

When I returned to the urologist’s office

for the results of the biopsy, I was apprehen-

sive. A fog lifted when he told me the biop-

sy was negative. As a precaution, however,

he urged me to continue with PSA testing

every year.

When I walked out ofthe office, I first felt

liberated, but also profoundly confused. My
welcome to the promised land of “early

screening” had been anything but reassuring.

Shortly afterward, I shared my experiences

with the producers of Soundprint, a public

radio program with an emphasis on science. I

proposed doing a half-hour radio documentary

on prostate cancer, based somewhat on my
own experience, as an alert to men my age.
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When my proposal was accepted, the door

opened to several months ol intensive research.

In interviewing many of the leading fig-

ures in the field and reading up on the liter-

ature, I caught a glimpse ofthe medical world

that patients seldom see. It’s not the brave

face of conviction and confidence that one

usually sees in the clinician. Instead, it’s a

world fraught with controversy, disputes over

research results, and questions that won't go

away: What about the efficacy ol the PSA test?

What about the advisability of the increas-

ingly popular radical prostatectomy? What

about the studies from Scandinavia appar-

ently showing that surgery was no more effec-

tive in saving lives than watchful waiting?

When I raised these questions with a

world-renowned specialist in the field, the

interview ended after 20 minutes. The sur-

Mass immunization: did
David Heiden

By 1983 the health care system in Uganda

was in shambles. It was the immediate after-

math of Idi Amin, and during his 10-year

rule, the childhood immunization program

had fallen apart. Measles was the leading

reported cause of death in the country, and

more hospital beds were occupied by patients

with measles than for any other disease.

I was there to help restart primary immu-

nization—measles, polio, DPT, and BCG. We
knewwewere doing something that was need-

ed because almost every day we saw children

with withered limbs from polio. In a month

we had trained several teams and immunized

about 25,000 children. But thinking back on

the experience makes me reflect on the com-

plexity of even something as simple as immu-

nization, and theever-lurkingpossibilityofgood

intentions leading to more harm than good.

For example, on our third morningwe dis-

covered a problem with the “cold chain.” The

cold packs had been put in the refrigerator

instead ofthe freezer, and they weren’t frozen.

Without frozen cold packs we couldn’t keep

measles vaccine viable in the equatorial

African heat. At 9 AM we put the packs in the

freezer, but by 2 PM they still weren’t frozen.

It was 4:30 when I finally arrived at the Busia

market, the morning immunization site, to

geon picked up his telephone and called secu-

rity to have me removed from the building.

For a fleeting moment, I felt like the char-

acter Harrison Ford plays in the movie The

Fugitive as I crept around the frozen streets,

attempting to sneak back into the hospital

to finish my interviews.

When I completed the documentary, I had

a small sense of satisfaction that I was able to

send up a warning to listeners to be wary of

the sweeping claims made about prostate can-

cer treatment. I became keenly aware of any

and all media reports on the topic. The ones

that gave me the most concern were those that

uncritically endorsed PSA testing and prosta-

tectomy as a remedy for prostate cancer.

Only regular readers of the Wall Street

Journal would be aware of the very large

financial implications of this debate. The

explain that the vaccinations had to be can-

celled. The local nurse said that there had been

an excellent turnout, about 1,000 children

and mothers, plus the village chief, school-

teachers, and clergy, who had been working

for weeks to remind and encourage everyone

to come. But now, all the people were gone.

The crowd had arrived at 8 AM. It had been

hot. There was no water and no lunch for the

children. The nurse said that the chief had

made very nice speeches about immuniza-

tion all morning, trying to keep the people

patient. At noon they sent everyone on foot to

the afternoon site 6 miles away. By the time

we drove to the afternoon site, everyone was

gone except for 6 men sitting in a hut drink-

ing Pombe, the local homemade beer.

Then, in the second week, something

worse happened. We drove 2 hours over rut-

ted dirt tracks to reach the appointed village.

We unpacked, only to discover that we had

left the box of needles behind. The local

schoolteachers and village priest who had

organized the turnout and had dressed in

their best clothes greeted us with nervous

eagerness and pride. They had done won-

derfully: there were 700 children crowded

into the village center. Again, many of the

mothers had come 5 or 10 miles on foot.

PSA test costs around $50. Multiply that by

the millions of men over age 50 who might

be persuaded that a yearly PSA is a good idea.

There is the possibility that the number of

prostatectomies could grow to 1 00,000 per

year, without any scientific proof so far that

this kind of surgery prolongs life any better

than watchful waiting.

I’m just not sure that I’m better offknow-

ing all these things.

William J
Drummond

wdrummon@uclink4.berkeley.edu

William J. Drummond is a professor ofjournal-

ism at the University of California-Berkeley. He
reports occasionally for public radio. His public

radio documentary, “It’s a guy thing: plain talk

about prostate cancer, ”
is avaihible through www.

soundprint.org/.

A teacher administering oral polio vaccine

But we had only two needles. We argued

about what to do but finally went ahead, re-

using the same 2 disposable needles on 700

children. We didn’t know that by 1983 HIV
infection had taken hold in Uganda. I can’t

help wondering ifwe contributed to the epi-

demic by our work that day.

—David Heiden, ophthalmologist, San Francisco

we do more harm than good?
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Letter from the Southwest
A medicine man and a lesson learned
Mark Carroll, Flagstaff, AZ, mcarroll@infornagic.com

Culture in health care creates both obstacles

and opportunities. A weekly field clinic in a

remote Navajo community helped us under-

stand the obstacles: unpaved roads, unpre-

dictable skies, and unfamiliar “Western”

diagnoses and treatments. Rising rates of

chronic disease and flagging patient compli-

ance pressed us to identify an opportunity

—

the medicine man. Anxious to bridge cultural

traditions with modern disease management,

we designed an integrated clinic that includ-

ed, instead of competed with, the traditional

healer. We set out to select our new colleague.

Picture an open, unspoiled space, acces-

sible only by 40 miles of snaking, cracked

pavement and 10 miles of sometimes grad-

ed, always washboarded clay. Multicolored

mesas stand like sentinels against the south-

ern sky. Grasslands struggle to recover from

decades of confined grazing and one devas-

tating year of drought. People live here—the

people, the Dine. They live in mud and

juniper-pole hogans, sun-bleached trailers,

unpretentious wood frame buildings. We
make the 50-mile trip here every Tuesday,

and unlock an earth-toned trailer that, except

for the fencing around it, might be someone’s

home. It is our clinic.

“Do you know a medicine man we might

hire?”

We polled some community members,

people who work with us in the hospital at

Tuba City. Our goal, we explained, was sim-

ple: hire a medicine man to see patients with

us each Tuesday. Would we build him his

own hogan? Sure. How would we refer

patients to him? We would tell patients he

was there. What would be his role? He
would meet with people, pray with them.

Perhaps, in the process, patients might feel

better motivated to take their diabetes and

high blood pressure medications, to be more

careful about their diets, or to lose extra

pounds that could prevent heart disease or

kidney failure.

“Do you think it will work?”

Our coworkers were unsure. We would

need to pay the medicine man well.We would

also need to be careful who we hired and how.

Choosing one medicine man might upset

others who were not selected. We decided to

consult a medicine man from another com-

munity, someone not likely to be biased by the

possibility of being hired into our project.

On weekdays, “Martin” works as a

counselor; on weeknights and weekends,

he is a traditional healer. He is a humble

man, tall, lean, and soft-spoken. I dropped

by his office, and described the project to

him. He asked why I thought a medicine

man could help.

Huichol Indian yarn painting, promoting health and

healing

“We are trying to integrate approaches.

We don't understand—culturally—why and

how people decide to take medicines, to keep

appointments, to generally take care of them-

selves. A medicine man might help us reach

out. He might help patients trust us.”

Martin nodded. He noted the logistical dif-

ficulty ofcombining traditional diagnosis and

ceremony into one brief visit to a medicine

man. He wondered how the people seeing the

medicine man would be able to commit them-

selves to their healing, and how their families,

their clans, would be able to support and share

in that commitment. I explained the urgency

of the health problems. But healing, Martin

shared softly, is more than rushed ritual. It is

a process, a journey made by patients with

their families, their community. How the jour-

ney is made matters. We sat without speak-

ing. I had assumed Martin would embrace

the proposed clinic as a productive step toward

the inevitable integration of traditional and

“Western” medicine. Suddenly, in the silence

following our exchange, I understood the arro-

gance of that assumption.

“Western” medicine’s logic—(1) Navajo

people believe in medicine men; (2) medicine

men are expensive; (3) if we pay for medi-

cine men, more Navajo people may trust us

and listen to our advice—is based on manip-

ulative misunderstandings of traditional

Indian healing. Such misunderstandings do

not promote integration; they undermine it.

Yes, Navajo people see the markings of cul-

ture—head-banded healers, smoke-filled

hogans, corn pollen paintings. Yes, they hear

the swirling chant of ancient song, when they

sit cross-legged on well-tamped ancestral

earth. But they also see the gifts—blankets,

baskets, prepared food—donated and blessed

by the extended family that made and gave

them. In the midst of a healing ceremony, in

the center of song and ritual, people feel a

circle of support surrounding them, a net-

work of community caring about them,

believing in their ability to be healed. Identity

and a sense of connectedness is recovered

inside these circles. As the heart of healing,

it cannot be replaced. As the essence of cul-

ture, it should never be purchased.

“Integrating” alternative approaches to

health care involves more than juxtaposing one

healing tradition alongside another. Beliefsys-

tems—cultural traditions—are neither reme-

diable mistakes (obstacles) nor manageable

resources (opportunities) amenable to well-

intentioned molding. They are who people

are. They are what make our differences vital.
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Northern California Wine Country: Mendo-
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pital, including ICU. NO OB. Pure air, gor-

geous country, 40 minutes to coast, 2 hours to
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University Community. Prime area to raise fam-
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Practitioner. OB is optional. Spanish skills help-
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2
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375-7429, e-mail gunderBL@aol.com.

California-Monterey Bay: Full/Part-time

positions. 12 clinic urgent care system seeking

BC/BE, EM/FP physicians. Work 2-3 days/week

with 4-5 days off! Benefits include competitive

compensation, malpractice insurance paid, 40 1 k

& health insurance. Practice in California’s most

beautiful coastal recreational area. Contact:

Donaldo M Hernandez, MD at 831-622-8400;

Send CV to Medical Director, Doctors on Duty,

100 Clock Tower PI., #220, Carmel, CA 93923;

fax 831-622-8401, or e-mail mmcmilla@doc-

torsonduty.com.

IM/FP, BC/BE, Post Falls, ID: Rapidly

growing Primary Care practice. Possible part-

time. Hospital privileges required. Salary

3-6 mos, then production. Need WA&ID
licenses. Contact: Michael Carraher MD,
208-773-0721.
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U of A Contact: University of Arizona College of Medicine, Arizona Health Sciences Center, Tucson, AZ 85724. Phone 520-626-7832 or 800-328-5868.

CALIFORNIA, HAWAII, AND NEVADA

All courses and meetings listed are approved for Category I credit toward the CMA Certificate in CME. To list accredited courses here, please send

information at least two months in advance to Paulette Richardson, Continuing Medical Education, California Medical Association, PO Box 7690,

San Francisco 94120-7690; or phone 415-882-3387. For more information on accreditation or certification, please write to the above address.

ALLERGY/IMMUNIZATION

AUGUST 13-15, 1999: A Midsummer Night’s Wheeze. California Society ofAllergy, Asthma and Immunology
at La Costa Resort and Spa, Carlsbad, CA. 12 hrs. SI 45-$ 199. Contact: CSAAI Conference Management;
tel 714-828-8022.

ANESTHESIOLOGY

NOVEMBER 5-7, 1 999: 1 1th Annual Anesthesiology Update. Monterey Plaza, Monterey, CA Contact: tel 916-734-5390.

NOVEMBER 4-6, 1999: UC Otolaryngology Update 1999. UCSF at Ritz-Carlton Hotel, San Francisco, CA.
18.5 Cat I hrs. $425. Contact: tel 415-476-5808.

CARDIOLOGY

JULY 25-29, 1999: Nineteenth Annual Current Concepts in Primary Care Cardiology. UC Davis School of

Medicine, Division of Cardiovascular Medicine. Granlibakken Conference Center, Tahoe City, CA. Contact:

Kimber Chavez, Program Representative; tel 916-734-1394; kimber.chavez@ucdmc.ucdavis.edu.

OCTOBER 7-9, 1999: 23rd Annual Cardiology Update 1999. American College of Cardiology at Carmel
Valley Ranch Resort, Carmel, CA. 12 Cat. I hrs. Contact: Registration Secretary, Extramural Program Dept.,

American College of Cardiology; tel 800-253-4636, ext. 695; fax 301-897-9745.

OCTOBER 13-17, 1999: Coronary Interventions 1999. Scripps Clinic at Hilton La Jolla Torrey Pines, San

Diego. Contact: Jill Hofmans, Conference Services Supervisor, Scripps Clinic. Dept, ofAcademic Affairs,

403C. 10666 N. Torrey Pines Rd., La Jolla, CA 92037; tel 619-554-8556; fax 619-554-6310.

EMERGENCY MEDICINE

AUGUST 16-19, 1999: National Emergency Medicine Board Review. American College ofEmergency Physicians at

Harrah’s Las Vegas, NV 40 hrs. $895. Contact: Center for Emergency Medical Education; tel 800-65 1-CEME (2363).

OCTOBER 3-5, 1999: Northern California Trauma Center Conference. UC Davis at Hyatt Regency, Sacramento.

Contact: UC Davis; fax 916-734-4298.

OCTOBER 28-31, 1999: California Board Review. A Comprehensive Review of Emergency Medicine. American

College of Emergency Physicians at Paradise Point Resort, San Diego, CA. 50 hrs. $895. Contact: EMEDS;
tel 888-616-1711.

NOTICE

State Associations should send their CME listings for publication to:

Catherine Nancarrow, Editorial Manager,

WJM Western Journal ofMedicine,

PO Box 7690, San Francisco, CA 94120-7690;
tel 415-974-5977; fax 415-882-3379;
wjmsf@pacbell.net.

ENDOCRINOLOGY

OCTOBER 22-24, 1999: Clinical Endocrinology for Primary Care Physicians. Tropicana, Las Vegas, NV.
CME 1 1 hrs Category I. Contact: Linda Main, Meetings Coordinator, MER, 1500 West Canal Court, Suite

500, Littleton, CO 80120-4569; tel 800-421-3756, fax 303-798-5731.

ETHICS

SEPTEMBER 22-25, 1999: Legal Issues in Damaged Brain Injury Cases. UC Davis at Westin St. Francis

Hotel, San Francisco, CA. Contact: UCD; tel 916-734-5390.

FAMILY PRACTICE/PRIMARY CARE

JUNE 25-27, 1999: Dermatology for the Non-Dermatologist. Medical Education Resources at the Hyatt

Regency Alicante, Anaheim, CA. 1 1 hrs. Contact: Linda Main, Meetings Coordinator, MER, 1500 West

Canal Ct„ Ste. 500, Littleton, CO 80120-4569; tel 800-421-3756.

JULY 5-8, 1999: Family Practice Board Review Course. UCSF at Fairmont Hotel, San Francisco, CA. 25 hrs.

$525—$575. Contact: Program Coordinator, Dept. Family and Community Medicine, 500 Parnassus Ave,

MU-3E, SF, CA 94143-0900; tel 415-476-5250.

JULY 17-18, 1999: 3rd Annual Primary Care Pediatric Orthopedics. Valley Children’s Hospital at Doubletree

Hotel, Monterey. 8 hours. $150. Contact: William Hennrikus; tel 559-353-5944.

JULY 23-24, 1999: Controversies in Womens Health. UCLA at Disneyland Hotel. 12 hours. $75-125.

Contact: Jean Abbott; tel 310-312-0531.
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JULY 25-29, 1999: 19th Annual Current Concepts in Primary Care Cardiology. UC Davis at Granlibakken

Conference Center, Tahoe City, CA. Contact: UCD; tel 916-734-5390.

JULY 30-AUG 1, 1999: Coronary Heart Disease Update. Medical Education Resources atTenaya Lodge,

Yosemite, CA. 1 1 hrs. Contact: Linda Main, Meetings Coordinator, MER, 1500 West Canal Ct., Ste. 500,

Littleton, CO 80120-4569; tel 800-421-3756.

AUGUST 6-8, 1999: Managing Respiratory Diseases. Medical Education Resources at the Hyatt Regency

Monterey, CA. 1 1 hrs. Contact: Linda Main, Meetings Coordinator, MER, 1500 West Canal Ct., Ste. 500,

Littleton, CO 80120-4569; tel 800-421-3756.

AUGUST 20-22, 1999: Primary Care Medicine. Scripps Clinic at Coronaro Island Marriott Resort, San Diego.

16 hours. Contact: Cheryl Trinidad, conference Coordinator, Scripps Clinic, Dept, ofAcademic Affairs,

403C, 10666 N. Torrey Pines Rd., La Jolla, CA 92037; tel 619-554-8556; fax 619-554-6310.

OCTOBER 2-4, 1999: 7th Annual Western Retreat: Practical Primary Care. Scripps Clinic at Monterey
Marriott. 12 hours. Contact: Cheryl Trinidad, conference Coordinator, Scripps Clinic, Dept, ofAcademic
Affairs, 403C, 10666 N. Torrey Pines Rd., La Jolla, CA 92037; tel 619-554-8556; fax 619-554-6310.

OCTOBER 22-24, 1999: Clinical Endocrinology for Primary Care Physicians. Medical Education Resources

at the Tropicana Hotel in Las Vegas, NV. 1 1 hours. Contact: MER Linda Main, Meeting Coordinator, 1 500
West Canal Ct., Ste. 500, Littleton, CO 80120-4569; tel 800-421-3756.

OCTOBER 28-31, 1999: 1 1th Annual CME/Golf Meeting. Nevada Academy of Family Physicians at The
Orleans Hotel & Casino, Las Vegas, NV. Contact: Barbara Bolling, NAFP, P.O. Box 27713, Las Vegas, NV
89126-1713; tel 702-228-5852; nafplvbb@aol.com.

INTERNAL MEDICINE

AUGUST 22-27, 1999: New Advances in Internal Medicine. UC Davis at Embassy Suites, Monterey, CA.
Contact UCD; tel 916-734-5390.

OB/GYN

SEPTEMBER 25-26, 1999: Ultrasound Update, 1999. Hilton Hotel, Sacramento, CA; 916-734-5390.

DECEMBER 10-12, 1999—Issues in Womens Health. Tropicana, Las Vegas, NV. CME 1 1 hrs Category I.

Contact: Linda Main, Meetings Coordinator, MER, 1500 West Canal Court, Suite 500, Littleton, CO
80120-4569; tel 800-421-3756; fax 303-798-5731.

OCCUPATIONAL & ENVIRONMENTAL

AUGUST 5-6, 1999: Occupational & Environmental Toxicology for the Health & Safety Professional.

UC Berkeley. Holiday Inn Bay Bridge, Emeryville, CA. Contact: Center for Occupational & Environmental

Health, UC Berkeley, Richmond Field Station, 1301 S. 46th St., Bldg. 102, Richmond CA 94804; tel 510-231-5645;

http://socrates.berkeley.edu/-coehce/.

SEPTEMBER 23-26, 1999: Western Occupational Health Conference (WOHC). American College of

Occupational and Environmental Medicine and the Western Occupational and Environmental Medical

Association at Monte Carlo Resort and Casino, Las Vegas, NV. 21 hours. Contact: Justine Abel, WOHC,
74 New Montgomery, Suite 230, San Francisco, CA 94105-3411; tel 415-764-4083; fax 415-764-4915;
woema@hp-assoc.com; www.woema.com.

ONCOLOGY
SEPTEMBER 17-18, 1999: 5th Annual Cancer Research Symposium. UC Davis at Cancer Center Auditorium,

Sacramento, CA. Contact: Office ofCME, UC Davis Medical Center, 2315 Stockton Blvd., Camellia Cottage,

Room 1019, Sacramento, CA 95817; tel 916-734-5390; fax 916-734-8966.

OCTOBER 14-16, 1999: 23rd Annual Physicians Cancer Symposium. Scripps Health, Stevens Cancer Center,

San Diego, CA at La Jolla Hyatt Regency Hotel. 16.5 CME hours. Contact: Ruthanne Crawford, Stevens

Cancer Center, Scripps Memorial Hospital 9888 Genesee Avenue, La Jolla, CA 92037; tel 619-626-6756;
fax 619-626-6793; racrawford@ch2.edu.

OCTOBER 14-16, 1999: 19th Annual Nurses Cancer Symposium. Scripps Health, Stevens Cancer Center, San
Diego, CA at La Jolla Hyatt Regency Hotel. 1 8 contact hours. Contact: Ruthanne Crawford, Stevens Cancer
Center, Scripps Memorial Hospital 9888 Genesee Avenue, La Jolla, CA 92037; tel 619-626-6756; fax 619-

626-6793; racrawford@ch2.edu.

PEDIATRICS

JULY 16-17,1999: Seventh Annual Pediatric Update. Sponsored by Lucile Packard Children's Health Services at

Stanford and faculty from UCSF and Stanford Schools of Medicine. Lucile Packard Children’s Hospital.

Contact: Elinor Meyer, Continuing Medical Education and Physician Relations Department, Lucile Packard

Children’s Hospital, 725 Welch Road, Palo Alto,CA 94304; tel 650-497-8554.

PRIMARY CARE

JULY 25-29, 1999: 19th Annual Current Concepts in Primary Care Cardiology. Granlibakken Conference
Center, Tahoe City, CA; tel 916-734-5390.

OCTOBER 22-24, 1999: Clinical Endocrinology for Primary Care Physicians. Tropicana, Las Vegas, NV.
CME 1 1 hrs Category I. Contact: Linda Main, Meetings Coordinator, MER, 1500 West Canal Court, Suite

500, Littleton, CO 80120-4569; tel 800-421-3756; fax 303-798-5731.

RADIOLOGY

SEPTEMBER 25-26, 1999: Ultrasound Update, 1999. UC Davis at Hilton Hotel, Sacramento, CA. Contact:

UCD; tel 916-734-5390.

RESPIRATORY

AUGUST 6-8, 1999: Managing Respiratory Disease. Monterey, CA. CME 1 1 hrs Category I. Contact: Linda
Main, Meetings Coordinator, MER, 1500 West Canal Court, Suite 500, Littleton, CO 80120-4569; tel

800-421-3756, fax 303-798-5731.
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SURGERY

JUNE 23-26, 1999: 16th Annual San Diego Shoulder Arthorscopy/Autoclasty Course. Tri City Medical

Center at Hyatt Regency La Jolla. 28.25 hours. $1650. Contact: Rebecca Quiring, Course Coordinator,

3905 Waring Road, Oceanside, CA 92056; tel 760-940-2066.

GENERAL/MULTIDISCIPLINARY

JUNE 22-29, 1 999: Wellness in Practice—Mindfulness-Based Stress Reduction in Mind/Body Medicine. Knloe

Medical Center at Mana L’ea Retreat Center, Maui. Contact: Maui Stress Reduction Retreats, Steve; tel 530-898-1495.

AUGUST 24—25, 1999: BLS Instructor Course. American Heart Association at San Leandro. 1 1 hrs. Contact:

CPR Seminars; tel 925-754-7900.

OCTOBER 15-17, 1999: Physician Leadership Program. California Academy of Family Physicians at Laurel

Heights Conference Center, SF. 20 hrs. $1245-$ 1395. Contact: Laura Johnson Morasch; tel 415-394-9121.

Web: www.familydocs.org/ Orgsfhcli.html (e-mail: HCLI@familydocs.org).

GENERAL

OCTOBER 1-4, 1999: Converse in Spanish. Maricopa Health System at Scripps Memorial, San Diego. 36 hrs.

$695. Contact: Rios Associates; tel 619-218-4875.

OCTOBER 21-25, 1999: Masters of Medicine 1999. Continuing Medical Education Associates at Maui
Marriott, Maui HI. 30 hours. $795. Contact: CMEA, PO. Box 57072, Irvine, CA 92619-7072; tel 800-

447-4474 or 949-250-1008; fax 949-250-0445.

JUNE 22-23, JULY 10-11, SEPTEMBER 23, OCTOBER 11-12, NOVEMBER 9, 1999: ACLS Provider/renewal.

$115. Information: CPR Seminars; tel 925-754-7900.

LOSS PREVENTION

SEPTEMBER 22-25, 1999: Legal Issues in Damaged Brain Injury Cases. Westin St. Francis Hotel, San

Francisco, CA. Contact: tel 916-734-5390.

HOME STUDY/SELF ASSESSMENT
California Physicians’ Legal Handbook Series. California Medical Association. Contact: CMA, P.O. Box 7690,

San Francisco 94120-7690; tel 800-882-1262.

Breast Cancer, Early Detection and Control. Texas Medical Association. CD ROM. $70. 2 hrs. Contact: Texas

Medical Association; tel 800-880-1300; http://www.texmed.org/health_science/hs_poep.html.

COLORADO

To list CME programs here, please send information at least two months in advance to: Mr Robert L. Kennedy, Denver Medical Society, 1850

Williams Street, Denver, CO 80218; or phone 303-377-1850. Brochures, course information, and registration forms are available from the con-

tact person or organization.

TUESDAY NOON CONFERENCES: Various Topics in Medicine. Lutheran Medical Center, Wheat Ridge.

Contact: Jean A. KJine; tel 303-425-2951.

FIRST WEDNESDAY OF EACH MONTH: Various Topics in Neurology. Colorado Society of Clinical

Neurologists. Contact: Colorado Society of Neurologists; tel 303-449-3566.

SECOND WEDNESDAY OF EACH MONTH: Cardiovascular Education Series. St Anthony Hospital at St

Anthony Hospital, Denver. Contact: Rose Powell; tel 303-629-3678.

JUNE 24-26, 1999: Clinical Endocrinology for Primary Care Physicans. Sonesta Beach Resort, Bermuda. Fee

$375. Contact: Linda Main, Meetings Coordinator, MER, 1500 West Canal Court, Suite 500, Littleton,

CO 80120-4569; tel 800-421-3756 or 303-798-9682; fax 303-798-5731.

JUNE 25-27, 1999: Coronary Heart Disease Update. Sheraton Fiesta Beach Resort, S. Padre Island, TX. Fee

$375. Contact Linda Main, Meetings Coordinator, MER, 1500 West Canal Court, Suite 500, Littleton, CO
80120-4569; tel 800-421-3756 or 303-798-9682; fax 303-798-5731.

CONTACT INFORMATION

U of Colo— Contact: University of Colorado Health Sciences Center, School of Medicine, Office of Continuing Medical Education, 4200 E 9th

Ave, Denver 80262. Phone 303-372-9050 or 800-882-9153; fax 303-372-9065.

IDAHO

To list CME programs here, please send information at least two months in advance to: Ada County Medical Society, Inc. 305 W. Jefferson, PO

Box 2668, Boise, Idaho 83701. Phone 208-336-2930. Brochures, course information, and registration forms are available from the contact

person or organization.

JUNE 10-12, 1999: 22nd Annual Snake River Medical Forum. St. Joseph Regional Medical Center at Red
Lion Hotel, Lewiston, ID. Contact: Koleen Wagner; tel 208-799-5460.

NEW MEXICO

Information, requests for accreditation, and items to be listed should be sent to the chair of the CME Committee, New Mexico Medical

Society. 7770 Jefferson, Suite 400, Albuquerque, NM87109, at least two months in advance. For information on CME accreditation or on the

CME requirements of the New Mexico Board of Medical Examiners, please write to the above address or phone 505-828-0237.

NOTE: Course information in the following listing is subject to change on occasion. Check with the sponsoring institution for current details.
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EVERY FIRST AND THIRD TUESDAY: Building and Implementing Clinical Practice Guidelines at the

Point of Care. Contact: Thomas A. Naegele, DO; tel 505-275-7267.

JULY 30-AUGUST 1, 1995: Neurology for the Non-Neurologist. Eldorado Hotel, Sante Fe, NM. ( TV! F. 1 1 hrs

Category I. Contact: Linda Main, Meetings Coordinator, MER, 1 500 West Canal Court, Suite 500,

Littleton, CO 80120-4569; tel 800-421-3756; fax 303-798-5731.

AUGUST 14, 1999: Tenth Annual Update in Primary Care. New Mexico Hispanic Medical Association at the

Crowne Plaza Hotel, Albuquerque, NM. Contact: Kelly Little; tel 505-828-0237; fax 505-828-0336.

OCTOBER 7-9, 1999: Santa Fe Colloquium on Cardiovascular Therapy—Can Coronary Artery Disease be

Stabilized or Reversed? What About Primary Prevention? American College of Cardiology at Eldorado

Hotel, Santa Fe, NM. 17 Cat I hrs. Contact: Registration Secretary, Extramural Programs Dept., American

College of Cardiology; tel 800-253-4636, ext. 695; fax 301-897-9745.

Satellite Courses

Contact: Joe Treat or Jim Cato, Immunization Program. Phone 505-827-2366.

CONTACT INFORMATION

UNMS0M- University of New Mexico School of Medicine, Office of CME, PO Box 713, Albuquerque 87131. Phone 505-277-3942.

UTAH

All courses listed meet the criteria for Category 1 of the Physician’s Recognition Award of the AMA. To list AMA Category 1 CME courses, send

information at least two months in advance to the Office of Continuing Medical Education, 540 East Fifth South, Salt Lake City UT 84102; or

phone 801-355-7477. For information on CME accreditation, please write the CME office at the above address. NOTE: Course information in

the following listing is subject to change on occasion. Check with the sponsoring institution.

MEDICAL GRAND ROUNDS
WEEKLY: Grand Rounds in Internal Medicine, Psychiatry, OB/GYN, and Pediatrics. Contact: UUSM.

WEEKLY: Pediatric Grand Rounds. Contact: PCMC.

WASHINGTON

The listing of continuing medical education programs in Washington state is compiled by the Washington State Medical Association. To list

Category 1 programs here, please send information at least two months in advance to Continuing Medical Education, Washington State

Medical Association, 2033 Sixth Avenue, Suite 1100, Seattle, WA98121; phone 206-441-9762 or 800-552-0612.

Brochures and registration forms are available from the contact person or organization listed at the end of each course or in the list of course

sponsors and contact information.

COURSE SPONSORS AND CONTACT INFORMATION

CME HARBORVIEW Contact: Gayle Splater, Cytology Continuing Education, Dept, of Pathology, Harborview Medical Center, 325 Ninth Ave,

Seattle, WA 98104. Phone 206-223-5953.

PCMS CME Contact: Executive Director, College of Medical Education, 705 S Ninth, No. 203, Tacoma, WA 98405. Phone 206-627-7137.

U/W (UNIVERSITY OF WASHINGTON) Contact: U/W School of Medicine, Div. of CME, SC-50, Seattle, WA98195. Phone 206-543-1050.

VMMC (VIRGINIA MASON MEDICAL CENTER) Contact: Linda Orgel, Division of Continuing Medical Education, Virginia Mason Medical

Center, PO Box 900, Seattle, WA 98111. Phone 206-340-2058.

WSMA (Washington State Medical Association) Contact: Continuing Medical Education, 2033 Sixth Ave, Ste 1100, Seattle, WA 98121. Phone 206-

441-9762.

WYOMING

All courses meet the criteria for Category 1 of the Physician’s Recognition Award of the AMA. To list AMA Caegory 1 CME courses here, send

information at least two months in advance to the Medical Education Committee, Wyoming Medical Society, P.0 . B ox 4009, Cheyenne, WY

82009; e-mail skeefe@wyomed.org. Phone 307-634-2424; fax 307 632-1973.

JULY 20-23, 1999: Occupational and Environmental Medicine in Primary Care. Rocky Mountain Center for

Occupational and Environmental Health at Jackson Hole, WY. Contact: Registration Coordinator, The

Rocky Mountain Center for Occupational and Environmental Health; tel 801-581-5710.

AUGUST 30-SEPTEMBER 1, 1999: Tutorial in the Tetons. American College of Cardiology at Jackson Lake

Lodge, Moran WY. 14.5 CME. Contact: Registration Secretary, Extramural Programs Dept., American College

of Cardiology, 9111 Old Georgetown Rd., Bethesda, MD 20814-1699; tel 800-253-4636, ext. 695; fax: 301 -

897-9745.

OTHER CME OPPORTUNITIES

Brochures and registration forms are available from the contact person or organization listed at the end of each course or in the list of course

sponsors and contact information.

JULY 18-21, 1999: Eighth National Alzheimer’s Disease Education Conference. Alzheimer’s Disease and

Related Disorders Association at Long Beach Convention Center, Long Beach, CA. Contact: Nicolle Heller,

Alzheimer’s Association; tel 312-335-4037; Nicolle.Heller@alz.org.

SEPTEMBER 30- OCTOBER 2, 1999: 7th Annual Conference on Management of the Tinnitus Patient.

University of Iowa College of Medicine at Medical Alumni Auditorium, Room E331 UIHC, The University of

Iowa Hospitals and Clinics, Iowa City, LA. Contact: Cheryl Schlote; tel 319-384-9757; fax 319-353-6739;

cheryl-schlote@uiowa.edu.



Guidelines for Authors

Our readers represent all disciplines of medicine, but principally primary care physicians. We aim

to publish manuscripts that are reliable and lively and that will improve the care of patients, the

health of the public, or policies affecting either. Manuscripts should be of interest to a broad

range of busy practitioners, physicians in training, and anyone who has an interest in quality

health care. The purpose of a paper or letter may be to report, inform, alert, review, and discuss,

but, above all, to teach. We aim to give quick and informative decisions on the articles we receive.

Manuscript submission information

Manuscripts should be sent to:

Managing Editor, Catherine Nancarrow,

WJM Western Journal ofMedicine,

221 Main Street, PO Box 7690,

San Francisco, CA 94120-7690;

wjmsf@pacbell.net.

Manuscripts may be submitted via

e-mail, but must include print mail address

and phone and fax numbers of the corre-

spondent.

Manuscripts must be original, not previ-

ously published, and not under considera-

tion by another publisher. If preliminary

data were included in another presentation

or publication, this should be noted in the

cover letter and a copy of that publication

should be included.

Any conflict of interest, actual or poten-

tial, should be revealed to the Editors (see

Letter of Transmittal). Research or project

support should be included as a footnote to

the manuscript and detailed in the Letter of

Transmittal. Obtaining informed consent

to protect patients’ rights to privacy should

be documented according to URM 1997.

All manuscripts should be double-

spaced and, including references and ab-

stract but not tables, should not exceed:

• Original articles: 2,500 words with a

maximum of five tables and 30 refer-

ences; structured abstract

• Topics in Review: 1,500 to 2,000 words

with a maximum of 25 references; sum-

mary points!

• Topics for Best Practice: 2,000 words

• Evidence-Based Case Reviews: 2,500

words with two tables and/or figures;

summary points!

• Commentaries: 600-800 words

• Letters to the Editor: 500 words

Structured abstracts

Manuscripts, except for case-based reviews,

should include a structured abstract of no

more than 250 words with the headings:

objectives, design, setting, subjects, inter-

ventions, main outcome measures, results

and conclusions.

Evidence-based case reviews

Interesting cases presented in an evidence-

based, case-based review format provide

readers with information and guidance with

respect to clinically relevant choices made

by practitioners—from diagnostic methods

to conclusions as to what might have been

done differently given the outcome. Topics

to address include:

• epidemiology

• differences in demographic groups

• an evidence-based approach to diagnosis,

management, and therapeutics; ethical

issues

• cost/economic issues; when to involve a

specialist

• what research is needed in the area.

Use of diagrams, tables, and algorithms is

highly recommended. Authors should

include 5-7 bulleted summary points for a

busy primary care provider.

Letters to the editor

Letters must be double-spaced and will be

published at the discretion of the Editors.

They may be edited for style and brevity.

Those of a scientific nature may be subject

to peer review.

Letter of transmittal

All authors must sign the letter of transmit-

tal, with one author designated as corre-

spondent and his or her name, address, and

telephone and fax numbers included.

A letter of transmittal, except for one

accompanying a manuscript from US gov-

ernment employees whose work was done

as part of their official duties, must include:

• a paragraph that transfers copyright:

“In consideration for reviewing and edit-

ing my submission, the author(s) under-

signed hereby transfers, assigns, or

otherwise conveys all copyright owner-

ship to WJM WesternJournal ofMedicine,

in the event that such work is published

by the journal.”

• a statement of author responsibility

signed by all authors: “I have participated

in the conception and design of this

work and in the writing of the manu-

script and take public responsibility for

it. 1 have reviewed the final version of the
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manuscript and approve it for publica-

tion. I attest to the validity and legiti-

macy of data in the manuscript and agree

to be named as the lead author or coau-

thor of the manuscript.”

• a description of sources of funding and

the role of sponsors, including their

involvement, ifany, in review and approval

of the manuscript for publication.

• a statement of financial disclosure: “I

warrant that I have no financial interest

in the drugs, devices, or procedures

described in the enclosed manuscript

(except as disclosed in the attached state-

ment).”

• a statement that all human subjects

involved in experimental investigation

gave their informed consent and that

approval was obtained from the appro-

priate institutional review board.

Editorial review

All manuscripts are subject to peer review in

addition to review by the Editors to deter-

mine the originality, validity, and impor-

tance of content and conclusions. WJM
aims to introduce an open peer review sys-

tem; reviewers’ comments may be signed.

Reviewers are required to state all possible

conflicts of interest.

All accepted manuscripts are subject

to copyediting. The corresponding author

receives edited page proofs for approval

and minor changes and is responsible for

clearing all corrections and changes with

coauthors.

Manuscript preparation

All manuscript materials, including refer-

ences, tables, figure legends, and abstracts,

must be double-spaced.

Please submit the following:

• The original manuscript, two copies,

and a copy of the manuscript (including

references, tables, and figure legends) on

disk (formatted for a PC/Windows plat-

form and labeled with the word process-

ing program used). Allow a margin of

2.5 to 4 cm (1 to 1.5 in) on both sides.

• Figures, black and white or color, in

triplicate unmounted 12.7 X 17.8 cm
(5X7 in) glossy prints (and trans-

parencies for color figures) with the fig-

ure number, lead author’s name, and

top of the photo indicated with a label

on the back.

Wj/Mencourages the use of illustrations

and asks authors to submit photographs

for publication. When possible, patients

should be asked to sign consent forms

before pictures of them are published. This

should be clearly stated and proof submit-

ted with the manuscript. If obtaining con-

sent is not possible, the reason should be

stated in the cover letter. Changing the

data on patients should not be used as a

way of securing anonymity.

Figure legends, to be typed in sequence

on the same page, should be in complete

sentences. A letter of permission to borrow

from the copyright holder (the previous

publisher) must accompany any figures or

tables previously published. The permis-

sion of the authors should also be

obtained. The Editors discourage the use

of borrowed figures or tables.

Reprints

A form for ordering reprints will be sent to

the corresponding author when the article is

published.

References

All references should be cited in the text
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